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1. Introduction 

Therapy with implantable cardioverter-defibrillators (ICDs) has been shown to improve 
survival among several large groups of patients at risk for sudden cardiac death (SCD). 
Several complicating issues arose from the widespread use of ICDs especially in heart 
failure (HF) patients. Twenty percent to 35% of HF patients who receive an ICD for primary 
prevention of SCD will receive an appropriate shock within 1 to 3 years for a life-threatening 
arrhythmia.1 Almost half of the HF patients who survive a cardiac arrest and receive an ICD 
for secondary prevention will receive a shock within 1 year of implant.2 Implantable 
cardioverter-defibrillator (ICD) shocks are usually regarded with a sense of relief given that 
the ventricular tachyarrhythmia was treated, and the SCD was averted. There is, however, 
accumulating data from the literature showing that patients with ICDs who receive shocks, 
whether appropriate or spurious, have worse prognosis than similar patients who do not 
receive shocks.  
Current guidelines do not provide a clear approach to managing patients presenting with 
ICD shocks, who clearly represent a high-risk group. However, current data from the 
literature suggest that ICD shocks should prompt a thorough evaluation to determine the 
etiology of the shock and to help guide therapeutic interventions. 

2. Initial evaluation after ICD discharge 

The initial evaluation of the patient who receives an ICD shock begins with interrogation of 
the device. The timing of the device interrogation depends on the number of shocks and 
related symptoms.3 In case of an isolated shock without change in clinical status or 
symptoms, evaluation should generally occur within a few days.4 Multiple ICD shocks or 
shocks associated with worsening HF symptoms, syncope, angina, or electrical storm 
warrant emergent medical attention.4 
Device interrogation will reveal whether the ICD shock was appropriate or inappropriate. 
While there is still some debate regarding the definition of an appropriate shock, most 
authors agree that any shock for ventricular tachycardia (VT) or ventricular fibrillation (VF) 
is considered appropriate.  
The acute management strategies depend on the specific etiology of the shock. If the shock 
was appropriate the next step is to address reversible causes, check and correct electrolytes, 
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consider antiarrhythmic therapy, optimize betablocker treatment, optimize device therapies 
including antitachycardia pacing (ATP), and consider intubation and sedation for refractory 
VT or VF. If the shock was inappropriate the acute strategy is to treat the supraventricular 
tachycardia, optimize device programming, and assess for possible lead oversensing.3 
In addition to all these acute management strategies it is important to realize that even 
though the SCD might have been prevented by the ICD shock, the natural history of the 
disease is now transformed and there is accumulating data suggesting that the prognosis of 
the group of patients who receive shocks, especially in HF patients, is worse than the rest of 
the ICD patients.  

3. Appropriate ICD shocks 

3.1 Prognostic importance of appropriate ICD shocks  

Several large trials have shown that therapy with ICDs improves survival among patients 
who are at risk for SCD.3, 5, 6 Based on these results the implantation of an ICD for primary 
prevention has become standard of care for patients who meet the high-risk criteria.7 One 
potential result of the broader use of ICDs is that the natural history of the disease in these 
patients is modified as a consequence of the delivery of ICD therapies. The results of the 
MADIT II were the first to demonstrate an adverse prognosis associated with ICD therapy 
used for primary prevention.8, 9 In this study, among 719 patients with ischemic heart 
disease, an ICD shock or antitachycardia pacing was reported to be appropriate in 23.5%. 
The risk of death, was found to be increased by a factor of more than 3 among patients who 
received ICD shocks or antitachycardia pacing for ventricular tachycardia or ventricular 
fibrillation.8  
After an ICD shock for a life-threatening arrhythmia, hospitalizations for HF were more 
frequent, and mortality was increased 3-fold.10 Within one year of an ICD shock for 
ventricular tachycardia (VT) or ventricular fibrillation (VF), the probability of an HF event 
was 26% and 31%, respectively, while it was 19% for those not having an ICD.10 The 
corresponding survival rate one year after initial ICD shock for VT or VF was 80% and the 
survival curves were related to the rate of the presenting tachycardia. Increased tachycardia 
rates were associated with lower survival rates. Other clinical factors associated with 
increased mortality after appropriate ICD discharge, were blood urea nitrogen, lack of beta-
blockade, NYHA functional class, presence of atrial fibrillation (AF), and diabetes mellitus.10 
The ICD therapy was associated with a 39% increased risk of a first HF hospitalization and a 
58% increase in recurrent admission for HF.10 
Analysis of data from the Sudden Cardiac Death in Heart Failure Trial (SCD-HeFT)1 
showed findings consistent with those of the MADIT-II study.3 In the SCD-HeFT study, 
33% of HF patients received an ICD shock. Among these patients treated with ICD 
discharges the most common cause of death was progressive HF. Patients receiving an 
appropriate shock had a 5-fold increase in risk of death, whereas patients receiving an 
inappropriate shock had a 2-fold increase in risk of death. Multiple shocks increased the 
risk of death more than single shocks. The median time from shock to death was 168 days 
among patients receiving appropriate shocks and 294 days among patients receiving 
inappropriate shocks.3  
The risk of death with appropriate ICD shocks was higher in the study by Poole et al. 1 - 
increased by a factor of more than 5. The higher risk of death associated with appropriate 
ICD shocks found by Poole and colleagues in comparison to the MADIT II study may be 
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related to the longer follow-up and the exclusion of patients with NYHA class I disease 
(selection of patients with higher risk than those in MADIT II). In addition these results 
reflect the use of primarily single-lead ICDs, a single zone of therapy, and shock-only 
programming for high-rate arrhythmias that were most likely to be life-threatening.1 Similar 
to MADIT-II patients, SCD-HeFT patients with NYHA functional class III and ischemic 
cardiomyopathy had a shorter duration between initial shock and death. Subgroup analyses 
from MADIT-II trial confirm that ICD shocks increase the risk for first and recurrent HF 
events.2, 10  
One of the most important questions generated by these results is why ICD patients tend to 
have worsening prognosis and more frequent HF after an ICD shock. Myocardial damage 
induced by ICD shocks may contribute to worsening HF.11, 12 This is suggested by the adverse 
impact on prognosis of inappropriate shocks. In the MADIT-II study, however, inappropriate 
shocks did not increase the risk of adverse outcomes. In the study by Poole and colleagues, 
mortality after an inappropriate shock was approximately 3-fold less than after appropriate 
therapy, thus downplaying the role of shock-induced myocardial damage contributing to HF 
risk, and suggesting that arrhythmia may simply be a marker of worsening HF.3  
In an editorial comment on the study of Poole et al., Healey and Connolly surmised the 
situation as follows: “Although it is plausible that shocks somehow have an adverse effect on 
myocardial function, this is unlikely to be a major factor. What is much more likely is that the 
occurrence of a ventricular arrhythmia that causes a shock is signaling a meaningful change in 
the patient’s clinical status….occurrence of shocks is not a random event in an otherwise stable 
clinical course but a sign of clinical deterioration in the underlying disease process.”44 We 
concur with this opinion. Furthermore, inappropriate ICD discharges, which largely result 
from atrial fibrillation or other rapidly conducting supraventricular tachycardias may be 
associated with higher subsequent mortality because they too, though to a lesser degree than 
ventricular tachyarrhythmias, signify underlying electrical and/or structural abnormalities 
that negatively impact the prognosis of those patients who experience them compared to those 
who do not. 
Another interesting hypothesis is that right ventricular pacing with a dual-chamber ICD 
may contribute to increased HF risk after ICD implant.13 In the MADIT-II study, however, 
the risk of HF events was similar whether patients received a single- or dual-chamber ICD 
despite differences in right ventricular pacing (92% of patients with single-lead ICDs had no 
pacing, whereas 66% of patients with dual-chamber ICDs had cumulative RV pacing 
exceeding 50%).3 Even if right ventricular pacing has a certain contribution to the adverse 
outcomes, the increased risk of HF after ICD implantation cannot be solely due to right 
ventricular pacing.3  
These findings suggest that, in HF patients, an ICD shock is associated with a 2-to 5-fold 
increase in mortality, most commonly due to progressive HF.1 It is not known whether the 
arrhythmia leading to ICD shock is a marker for worsening HF or whether the shock itself 
leads to worsening HF. Regardless of the individual factors causing greater HF events in 
current ICD populations, there appear to be multiple triggers that, when combined with 
high-risk patients, cause an increased HF risk. Heart failure patients with high-risk features 
such as NYHA functional class III, atrial fibrillation (AF), and ischemic cardiomyopathy 
require closer observation and management after ICD shock as sudden death risk is now 
transformed to an increased HF event risk.3 
It is unknown whether the increase in risk in association to the appropriate ICD shocks is 
due to the ventricular arrhythmia (VA) or shocks and whether anti-tachycardia pacing 
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(ATP) termination can reduce this risk. To determine whether mortality in ICD patients is 
influenced by the type of therapy (shocks or ATP) delivered, Sweeney et al. evaluated the 
effects of baseline characteristics, VT, fast VT (FVT, 188–250 bpm), VF, and therapy type 
(shocks or ATP) on mortality among 2135 patients in four trials of ATP to reduce shocks.14 
The results revealed that patients with VA episodes and shocks have higher mortality (20% 
increased risk per shocked episode) than patients with neither or patients with VA treated 
only with ATP. In addition patients with more VA episodes and more shocks have higher 
mortality than patients with less of both. Interestingly, in this study, inappropriate shocked 
episodes were not associated with increased mortality risk. There are three potential 
explanations for these findings: (a) electrical trauma from shocks, but not ATP, increases 
risk; (b) VA episodes increase mortality risk irrespective of terminating therapy; (c) VA 
episodes and the shocks, but not ATP, increase mortality risk.14 Interactions between 
adverse shock effects are possible for scenarios (a) and (c) such that patients with more VA 
episodes may be more susceptible to harm from shocks. When electrical therapy type was 
included in the statistical analysis, ATP-terminated VT and shocked VF remained significant 
predictors of death. However, the risk in either case was indistinguishable from the risk 
unqualified for therapy (4% for VT vs. 3% for VT  ATP; 15% for VF vs. 16% for VF  shocks) 
and uncoupling the mortality effect of therapy type from episode type was impossible. 
Therefore, it was not possible to conclude that shocks for VT are harmful and that ATP is 
harmless or that shocks for VF increase episode risk.14 However, since 1/3 of FVT episodes 
were shocked and 2/3 ATP terminated, episode and therapy type mortality effects could be 
statistically uncoupled. FVT treated with ATP only was not associated with increased risk of 
death, whereas similar FVT episodes that were shocked increased the risk of death by 32% 
suggesting that shocks are associated with increased risk and ATP is not.14 The majority of 
shocks (60%) were for FVT, and 72% of shocked patients had at least one shock for FVT, 
making shocked FVT the most prevalent type of shocked episode and the dominant shock 
effect in the mortality models. Most shocks that were delivered in this study were for FVT 
and occurred at a 12 times higher rate among patients who died, whereas shocks for VF 
occurred at a 8 times higher rate.  
Time spent in VA was 7 times higher per month among patients who died, and episode 
durations were higher for all episode/therapy combinations and greatest for shocked 
episodes preceded by failed ATP (22-fold increase). In addition to receiving more shocks, 
patients who died had longer duration shocked episodes (including failed ATP) and spent 
more time in shocked episodes compared with survivors. It is possible that longer episode 
durations after failed ATP magnify the adverse effect of shocks.14  
In summary, the results from the study of Sweeney et al. confirm that shocks are associated 
with increased risk of adverse outcomes while ATP is not. This is consistent with data from 
MADIT II where ATP, unlike shocks, was not associated with increased risk of death.16 

3.2 Possible mechanisms for increased risk of negative outcomes associated with 
appropriate ICD shocks 

The idea that shocks are associated with risk of death and HF in ICD patients is not new. A 
commonly held interpretation is that VA is a marker for clinical deterioration, shocks are 
harmless, and the increased risk reflects progression of the myocardial disease.1, 14, 17  
An alternative explanation is that shocks may causally increase risks of HF and death. In 
MADIT II, the risk of first and recurrent HF hospitalization increased by 90% and 74%, 
respectively, after appropriate shocks.10 Survival after the first appropriate shock was 80% at 
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1 year. This was significantly less than the survival before the first shock, and the 
nonsudden cardiac death rate increased 17%.8 
Shock-related myocardial injury has been investigated extensively. Large shock field 
strengths destroy cardiac myocytes causing biomarker release, which increases with shock 
strength and proximity to recent MI.11, 12, 18 The severity of post-resuscitation myocardial 
depression increases with shock strength, and is inversely related to survival.19 Repetitive 
shocks may cause cardiovascular collapse and death due to electromechanical 
dissociation.14  
One reasonable hypothesis would be that the specific type of the arrhythmia episode may 
precondition the myocardium to the adverse effects of shocks and that factors unique to 
spontaneous ventricular arrhythmias magnify these effects, particularly in ATP-
unresponsive ventricular episodes.  
Investigations of shock-related myocardial injury have focused on acute effects that may be 
insufficient to account for reduced survival after appropriate shocks.14 Other mechanisms 
may be important. Shocks may activate signaling pathways in the molecular cascade of HF. 
The clinical consequence may manifest months after shocks. 
In contrast to the data on ICD shocks, there is no evidence that ATP has adverse cardiac 
effects. ATP termination of VT or FVT, unlike shocks, does not cause biomarker release 20 or 
reduce ventricular pump function.21  

3.3 Clinical implications 

Twenty-two percent to 35% of patients will receive appropriate ICD therapy for VT or VF 
within 3 years of implant, with an annual ICD shock rate of 5%.1, 3, 8 Despite the possible 
increase risk of death and HF with shocks, ICDs prolong survival.14 Near total reliance on 
shocks may have underestimated the ICD survival benefit in the above-mentioned clinical 
trials. The SCD-HeFT study was designed to provide ICD therapy that consisted of shock-
only, single lead therapy for rapid, sustained VT or VF. No dual chamber or ATP therapy 
was allowed.3 The incidence of appropriate shock for VT or VF was 22.4%. Sixty-seven 
percent of patients received no ICD therapy. In the MADIT-II study, dual-chamber devices 
were used with the capability of ATP or shock therapy. 
Since VF can only be terminated with shocks, uncoupling therapy from episode risk could 
be indirectly addressed with graded shock energies.14 Strategies to minimize shocks by 
using ATP as first line device therapy when possible,22 decrease shock energies, and reduce 
the burden of ventricular arrhythmias by using antiarrhythmic drugs and substrate 
modification may further improve survival in ICD patients.14 There are several other 
strategies that were proven effective in reducing device shocks. In a recent study by Desai 
and colleagues In the present study of 549 patients with heart failure and ICDs, smoking 
significantly increased the incidence of appropriate ICD shocks 3.7 times, and the use of 
statins significantly reduced appropriate ICD shocks by 46%.23 This is consistent with 
previous results from the MADIT II trial.24, 25  

4. Inappropriate ICD shocks 

Inappropriate ICD discharges result from the inability to distinguish supraventricular  from 
ventricular arrhythmias, abnormal arrhythmia sensing or mechanical problems such as lead 
fracture, insulation break, and lead dislodgement. The  shocks are painful, psychologically 
disturbing, potentially arhythmogenic and possibly associated with worse survival. 
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4.1 Incidence, mechanisms, and predictors of inappropriate shocks 

An important contribution to the literature on the epidemiology of inappropriate ICD 
therapy was provided by the investigators of  the MADIT II trial.16 The authors reported an 
incidence of inappropriate shocks of 11.5 % with a cumulative 1 and 2 year event rate of 10% 
and 13% respectively.16 In other studies such as AVID, PainFREE Rx, SCD-HeFT the 
incidence of inappropriate shocks was reported to be 20%, 15% and 32% respectively.1, 26 
The MIRACLE ICD study reported an incidence of inappropriate detection of 32% but not 
all detections resulted in an ICD discharge. Although the incidence of inappropriate ICD 
shocks was found to be somewhere between 10% and 35% in all the studies available in 
literature, the ratio of inappropriate ICD shocks over the appropriate shocks varies widely 
depending on the population that was studied. The highest ratio is expected to occur in 
patients who receive ICDs for primary prevention where the incidence of appropriate ICD 
shocks is relatively low. The majority of these patients experience the first inappropriate 
shock after a mean period of 17±15 months from the device implantation. The cumulative 
percent rate was found to be around 7% at 1 year, 13% at 3 years and 18% at 5 years. 
Approximately a third of the patients who receive one inappropriate shock typically receive 
the second one after a mean period of 11±11 months with the cumulative event rate of 28%, 
49%, and 55% at 1 year, 3 years and 5 years respectively after the first shock.27 
The most common causes of inappropriate ICD shocks are supraventricular tachycardia 
episodes and inappropriate sensing. Of all supraventricular tachycardias, AF with rapid 
ventricular response is the most common cause of an inappropriate ICD shock. This occurs 
because most ICDs are programmed to recognize VT when the heart rate exceeds a 
threshold value and SVTs may do so. Device companies have developed algorithms by 
which ICDs may differentiate VT from SVT using such parameters as sudden onset, rhythm 
stability and electrogram template matching. These strategies have demonstrated little 
impact in reducing discharges for SVT in part due to limited rhythm discrimination, because 
VT and SVT can mimic each other, and in greater part because they are probably little 
utilized by programming physicians. 
Atrial fibrillation (AF) is a common finding in patients with low left ventricular ejection 
fraction and HF symptoms. Among HF patients, AF can occur with a prevalence of as high 
as 50% in patients with New York Heart Association (NYHA) functional class IV. Patients 
with HF and ICDs who also have AF have a significantly higher risk of experiencing 
inappropriate ICD shocks than patients without AF. Furthermore, patients with permanent 
AF seem to have doubled risk of developing an inappropriate shock, and patients with 
paroxysmal or persistent AF are exposed to a tripled risk of developing inappropriate ICD 
shocks when compared with the patients without any history of AF. 
There are other risk factors for inappropriate shocks in addition to supraventricular 
tachyarrhythmias. Age younger than 70 years, nonischemic cardiomyopathy, non-use of 
statins, smoking, and interim appropriate ICD shocks were reported to be independent 
predictors of inappropriate ICD shocks.16, 24, 29  
The MADIT II trial data analysis as well as other recent studies shows a significant 3-fold 
increase in the risk of inappropriate ICD shocks among current smokers. The overall risk of 
inappropriate ICD therapy was significantly increased among current smokers (20%) 
compared to past smokers (14%) and patients who never smoked (11%). This difference was 
mainly due to the increased numbers of ICD shocks in the current smokers group. The main 
causes of the ICD shocks in these groups were supraventricular tachycardia and sinus 
tachycardia, which were more frequent in current smokers than in past and never-smokers. 
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Tobacco smoke causes sympathetic stimulation as well as increased platelet reactivity and 
endothelial dysfunction, tachycardia and high blood pressure, all of these leading to 
supraventricular tachycardia which could potentially induce inappropriate ICD shocks.1, 24  
In some cases the treatment for ventricular arrhythmias can precipitate AF and initiate an 
inappropriate ICD discharge. An inappropriate therapy itself causing VT can lead to an 
appropriate ICD discharge as well. Most of the patients who received an ICD for VT or VF 
have predisposing factors that are common for VT and AF, which also makes them more 
prone in developing AF and increases their risk of inappropriate discharge. 30, 31 
Recent studies have demonstrated that patients younger than seventy years old are at 
increased risk for experiencing inappropriate ICD shocks24 due chiefly to sinus tachycardia 
episodes.27 
One study has demonstrated that the cause of inappropriate shocks is partly dependent on 
the number of ICD leads. Patients with single chamber devices received more shocks for 
sinus tachycardia compared to those with dual chamber units (28% vs 8%) ,whereas  
patients with CRT devices received more shocks due to abnormal sensing compared to 
patients with single chamber ICDs (15% vs. 8 %).27 

4.2 Prognostic importance of inappropriate ICD shocks 

Data from ICD trials have demonstrated that inapropriate ICD discharges may compund 

the prognostic risk of appropriate shocks. Poole et al. found that among patients who 

received ICDs for primary prevention of SCD the risk of death doubled when inappropriate 

shocks were delivered in comparison to patients who did not receive shocks at all.1 A 

patient who received an appropriate shock and an inappropriate shock has a risk of death 

increased by a factor of 11 when compared with a patient who received no shock at all. The 

patients who received at least two previous appropriate shocks and have received an 

inappropriate shock have a risk of death increased by 15 and additional inappropriate 

shocks do not result in further increase in the risk of death. Similar findings were reported 

in the MADIT II trial. Although previous studies reported appropriate shocks to be 

predictors of future CHF hospitalizations, in the MADIT II trial the inappropriate shocks did 

not predict future hospitalizations.16  

It is uncertain why an inappropriate shock is associated with an increase in mortality. One 

possible explanation could be the fact that the development of AF, the most common cause 

of an inappropriate shock, in a patient with heart failure carries a worse prognosis.32 

Benjamin et al. showed that the occurrence of AF was associated with a 1.5 to 1.9-fold risk of 

all-cause mortality.32 These findings were confirmed also in an ICD population by Borleffs 

and colleagues who found a 1.7 times increased risk of mortality in patients with permanent 

AF when compared with non-AF population. The highest mortality is shown by the patients 

who have permanent atrial fibrillation followed by those with persistent atrial fibrillation 

and then by patients with paroxysmal atrial fibrillation. 28 

Other causes that could explain the increase in mortality could be explained by the direct 

effect of the shocks on the myocardium. The presence of positive cardiac markers after 

inappropriate discharge suggests that the shock causes myocardial damage leading to 

ventricular dysfunction.28, 33 Shocks with higher energy delivered are more likely to cause 

more myocardial damage. Tokano and colleagues demonstrated that shocks with energy 

greater than 9 J cause a 10% to 15% transient reduction of the cardiac index. The duration 

and the extent of the effect are proportional to the shock strength. The detrimental  
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homodynamic effect of a ventricular defibrillator shock appears to be due to the shock itself, 
and not to ventricular fibrillation. The latest conclusion was drawn from the observation 
that a similar degree of ventricular stunning was noted after shocks delivered during the 
baseline rhythm as with shocks that terminated ventricular fibrillation.34 

4.3 Impact on psychology and life style 

Delivery of an ICD shock, is often associated with increased psychological distress in 
patients and their families.35, 36 The AVID trial extended these findings by demonstrating 
that patients who received more than one ICD shock within the initial year of implantation 
reported significant declines in physical functioning and mental well being.37 Increased 
sadness, anxiety, fatigue, and nervousness were also found to be associated with more ICD 
discharges38 Other studies reported that overall psychological distress was significantly 
correlated with the total number of ICD shocks a patient receives.39  

4.4 Clinical implications 

Ever since ICD therapy was developed technology improved constantly including the 
ability to differentiate supraventricular from ventricular tachyarrhythmias and to prevent 
inappropriate discharges. In spite of all the progress been made, recent research that 
assessed the incidence of inappropriate shocks in the ICDs implanted recently in 
comparison to those implanted a while ago did not show any improvement even more than 
that it appeared that the patients who received the ICDs more recently are exposed to a 
greater risk of developing an inappropriate shock. This phenomenon is mostly explained by 
the fact that guidelines for ICD implantation keep changing, shifting more towards primary 
prevention. The primary prevention group is represented by patients who usually have a 
more advanced underlying cardiac disease, which exposes them to a higher risk of 
developing AF, which is the number one cause of inappropriate discharge.33 Criteria 
incorporated in the modern ICD algorithms used to discriminate ventricular from 
supraventricular tachycardia include rapidity of onset of the arrhythmia and QRS 
morphology.40 Discriminating algorithms typically increase the specificity but at the same 
time they decrease the sensitivity for VT recognition.41  
Despite widespread use of antiarrhythmic medications in patients with ICDs there are only 
a few studies documenting the efficacy of these therapies in this patient population. Sotalol 
and dofetilide when used as antiarrhythmic agents in patients with ICDs were found to 
reduce the risk of inappropriate shocks.42, 43 Amiodarone was also found to be effective in 
preventing inappropriate shocks in patients with ICDs but it has a significant number of 
side effects and can lead to elevation of the defibrillation threshold (DFT).  
In addition, the β-adrenergic blocking agents are efficacious antiarrhythmic drug therapies 
and can be effective in reducing the incidence of both supraventricular and ventricular 
arrhythmias in ICD patients. 
Finally, trying to address other identifiable predictors of innapropiate shocks might be beneficial 
in terms of reducing both appropriate and inappropriate shocks: smoking cessation, treating 
illnesses that can cause sinus tachycardia, starting the patient on a statin if appropriate. 

5. References 

[1] Poole JE, Johnson GW, Hellkamp AS, Anderson J, Callans DJ, Raitt MH, Reddy RK, 
Marchlinski FE, Yee R, Guarnieri T, Talajic M, Wilber DJ, Fishbein DP, Packer DL, 

www.intechopen.com



 
Prognostic Significance of Implantable Cardioverter-Defibrillator Shocks 

 

49 

Mark DB, Lee KL, Bardy GH. Prognostic importance of defibrillator shocks in 
patients with heart failure. N Engl J Med. 2008;359(10):1009-1017. 

[2] A comparison of antiarrhythmic-drug therapy with implantable defibrillators in patients 
resuscitated from near-fatal ventricular arrhythmias. The Antiarrhythmics versus 
Implantable Defibrillators (AVID) Investigators. N Engl J Med. 1997;337(22):1576-
1583. 

[3] Mishkin JD, Saxonhouse SJ, Woo GW, Burkart TA, Miles WM, Conti JB, Schofield RS, 
Sears SF, Aranda JM, Jr. Appropriate evaluation and treatment of heart failure 
patients after implantable cardioverter-defibrillator discharge: time to go beyond 
the initial shock. J Am Coll Cardiol. 2009;54(22):1993-2000. 

[4] Gehi AK, Mehta D, Gomes JA. Evaluation and management of patients after implantable 
cardioverter-defibrillator shock. JAMA. 2006;296(23):2839-2847. 

[5] Moss AJ, Zareba W, Hall WJ, Klein H, Wilber DJ, Cannom DS, Daubert JP, Higgins SL, 
Brown MW, Andrews ML. Prophylactic implantation of a defibrillator in patients 
with myocardial infarction and reduced ejection fraction. N Engl J Med. 
2002;346(12):877-883. 

[6] Bardy GH, Lee KL, Mark DB, Poole JE, Packer DL, Boineau R, Domanski M, Troutman C, 
Anderson J, Johnson G, McNulty SE, Clapp-Channing N, Davidson-Ray LD, Fraulo 
ES, Fishbein DP, Luceri RM, Ip JH. Amiodarone or an implantable cardioverter-
defibrillator for congestive heart failure. N Engl J Med. 2005;352(3):225-237. 

[7] Epstein AE, DiMarco JP, Ellenbogen KA, Estes NA, 3rd, Freedman RA, Gettes LS, 
Gillinov AM, Gregoratos G, Hammill SC, Hayes DL, Hlatky MA, Newby LK, Page 
RL, Schoenfeld MH, Silka MJ, Stevenson LW, Sweeney MO, Smith SC, Jr., Jacobs 
AK, Adams CD, Anderson JL, Buller CE, Creager MA, Ettinger SM, Faxon DP, 
Halperin JL, Hiratzka LF, Hunt SA, Krumholz HM, Kushner FG, Lytle BW, 
Nishimura RA, Ornato JP, Riegel B, Tarkington LG, Yancy CW. ACC/AHA/HRS 
2008 Guidelines for Device-Based Therapy of Cardiac Rhythm Abnormalities: a 
report of the American College of Cardiology/American Heart Association Task 
Force on Practice Guidelines (Writing Committee to Revise the 
ACC/AHA/NASPE 2002 Guideline Update for Implantation of Cardiac 
Pacemakers and Antiarrhythmia Devices) developed in collaboration with the 
American Association for Thoracic Surgery and Society of Thoracic Surgeons. J Am 
Coll Cardiol. 2008;51(21):e1-62. 

[8] Moss AJ, Greenberg H, Case RB, Zareba W, Hall WJ, Brown MW, Daubert JP, McNitt S, 
Andrews ML, Elkin AD. Long-term clinical course of patients after termination of 
ventricular tachyarrhythmia by an implanted defibrillator. Circulation. 
2004;110(25):3760-3765. 

[9] Moss AJ, Hall WJ, Cannom DS, Daubert JP, Higgins SL, Klein H, Levine JH, Saksena S, 
Waldo AL, Wilber D, Brown MW, Heo M. Improved survival with an implanted 
defibrillator in patients with coronary disease at high risk for ventricular 
arrhythmia. Multicenter Automatic Defibrillator Implantation Trial Investigators. N 
Engl J Med. 1996;335(26):1933-1940. 

[10] Goldenberg I, Moss AJ, Hall WJ, McNitt S, Zareba W, Andrews ML, Cannom DS. 
Causes and consequences of heart failure after prophylactic implantation of a 
defibrillator in the multicenter automatic defibrillator implantation trial II. 
Circulation. 2006;113(24):2810-2817. 

www.intechopen.com



Cardiac Defibrillation  
– Prediction, Prevention and Management of Cardiovascular Arrhythmic Events 

 

50

[11] Blendea D, Blendea M, Banker J, McPherson CA. Troponin T elevation after implanted 
defibrillator discharge predicts survival. Heart. 2009;95(14):1153-1158. 

[12] Hurst TM, Hinrichs M, Breidenbach C, Katz N, Waldecker B. Detection of myocardial 
injury during transvenous implantation of automatic cardioverter-defibrillators. J 
Am Coll Cardiol. 1999;34(2):402-408. 

[13] Wilkoff BL, Cook JR, Epstein AE, Greene HL, Hallstrom AP, Hsia H, Kutalek SP, 
Sharma A. Dual-chamber pacing or ventricular backup pacing in patients with an 
implantable defibrillator: the Dual Chamber and VVI Implantable Defibrillator 
(DAVID) Trial. JAMA. 2002;288(24):3115-3123. 

[14] Sweeney MO, Sherfesee L, DeGroot PJ, Wathen MS, Wilkoff BL. Differences in effects of 
electrical therapy type for ventricular arrhythmias on mortality in implantable 
cardioverter-defibrillator patients. Heart Rhythm.7(3):353-360. 

[15] Tang W, Weil MH, Sun S, Yamaguchi H, Povoas HP, Pernat AM, Bisera J. The effects of 
biphasic and conventional monophasic defibrillation on postresuscitation 
myocardial function. J Am Coll Cardiol. 1999;34(3):815-822. 

[16] Daubert JP, Zareba W, Cannom DS, McNitt S, Rosero SZ, Wang P, Schuger C, Steinberg 
JS, Higgins SL, Wilber DJ, Klein H, Andrews ML, Hall WJ, Moss AJ. Inappropriate 
implantable cardioverter-defibrillator shocks in MADIT II: frequency, mechanisms, 
predictors, and survival impact. J Am Coll Cardiol. 2008;51(14):1357-1365. 

[17] Pacifico A, Ferlic LL, Cedillo-Salazar FR, Nasir N, Jr., Doyle TK, Henry PD. Shocks as 
predictors of survival in patients with implantable cardioverter-defibrillators. J Am 
Coll Cardiol. 1999;34(1):204-210. 

[18] Nikolski VP, Efimov IR. Electroporation of the heart. Europace. 2005;7 Suppl 2:146-154. 
[19] Xie J, Weil MH, Sun S, Tang W, Sato Y, Jin X, Bisera J. High-energy defibrillation 

increases the severity of postresuscitation myocardial dysfunction. Circulation. 
1997;96(2):683-688. 

[20] Runsio M, Kallner A, Kallner G, Rosenqvist M, Bergfeldt L. Myocardial injury after 
electrical therapy for cardiac arrhythmias assessed by troponin-T release. Am J 
Cardiol. 1997;79(9):1241-1245. 

[21] Stoddard MF, Labovitz AJ, Stevens LL, Buckingham TA, Redd RR, Kennedy HL. Effects 
of electrophysiologic studies resulting in electrical countershock or burst pacing on 
left ventricular systolic and diastolic function. Am Heart J. 1988;116(2 Pt 1):364-370. 

[22] Wathen MS, DeGroot PJ, Sweeney MO, Stark AJ, Otterness MF, Adkisson WO, Canby 
RC, Khalighi K, Machado C, Rubenstein DS, Volosin KJ. Prospective randomized 
multicenter trial of empirical antitachycardia pacing versus shocks for spontaneous 
rapid ventricular tachycardia in patients with implantable cardioverter-
defibrillators: Pacing Fast Ventricular Tachycardia Reduces Shock Therapies 
(PainFREE Rx II) trial results. Circulation. 2004;110(17):2591-2596. 

[23] Desai H, Aronow WS, Ahn C, Gandhi K, Hussain S, Lai HM, Sharma M, Frishman WH, 
Cohen M, Sorbera C. Risk factors for appropriate cardioverter-defibrillator shocks, 
inappropriate cardioverter-defibrillator shocks, and time to mortality in 549 
patients with heart failure. Am J Cardiol.105(9):1336-1338. 

[24] Goldenberg I, Moss AJ, McNitt S, Zareba W, Daubert JP, Hall WJ, Andrews ML. 
Cigarette smoking and the risk of supraventricular and ventricular 
tachyarrhythmias in high-risk cardiac patients with implantable cardioverter 
defibrillators. J Cardiovasc Electrophysiol. 2006;17(9):931-936. 

www.intechopen.com



 
Prognostic Significance of Implantable Cardioverter-Defibrillator Shocks 

 

51 

[25] Vyas AK, Guo H, Moss AJ, Olshansky B, McNitt SA, Hall WJ, Zareba W, Steinberg JS, 
Fischer A, Ruskin J, Andrews ML. Reduction in ventricular tachyarrhythmias with 
statins in the Multicenter Automatic Defibrillator Implantation Trial (MADIT)-II. J 
Am Coll Cardiol. 2006;47(4):769-773. 

[26] Anderson JL, Hallstrom AP, Epstein AE, Pinski SL, Rosenberg Y, Nora MO, Chilson D, 
Cannom DS, Moore R. Design and results of the antiarrhythmics vs implantable 
defibrillators (AVID) registry. The AVID Investigators. Circulation. 
1999;99(13):1692-1699. 

[27] van Rees JB, Borleffs CJ, de Bie MK, Stijnen T, van Erven L, Bax JJ, Schalij MJ. 
Inappropriate implantable cardioverter-defibrillator shocks: incidence, predictors, 
and impact on mortality. J Am Coll Cardiol.57(5):556-562. 

[28] Borleffs CJ, van Rees JB, van Welsenes GH, van der Velde ET, van Erven L, Bax JJ, 
Schalij MJ. Prognostic importance of atrial fibrillation in implantable cardioverter-
defibrillator patients. J Am Coll Cardiol.55(9):879-885. 

[29] Jodko L, Kornacewicz-Jach Z, Kazmierczak J, Rzeuski R, Zielonka J, Kaliszczak R, 
Safranow K. Inappropriate cardioverter-defibrillator discharge continues to be a 
major problem in clinical practice. Cardiol J. 2009;16(5):432-439. 

[30] Johnson NJ, Marchlinski FE. Arrhythmias induced by device antitachycardia therapy 
due to diagnostic nonspecificity. J Am Coll Cardiol. 1991;18(5):1418-1425. 

[31] Florin TJ, Weiss DN, Peters RW, Shorofsky SR, Gold MR. Induction of atrial fibrillation 
with low-energy defibrillator shocks in patients with implantable cardioverter 
defibrillators. Am J Cardiol. 1997;80(7):960-962. 

[32] Benjamin EJ, Wolf PA, D'Agostino RB, Silbershatz H, Kannel WB, Levy D. Impact of 
atrial fibrillation on the risk of death: the Framingham Heart Study. Circulation. 
1998;98(10):946-952. 

[33] Schluter T, Baum H, Plewan A, Neumeier D. Effects of implantable cardioverter 
defibrillator implantation and shock application on biochemical markers of 
myocardial damage. Clin Chem. 2001;47(3):459-463. 

[34] Tokano T, Bach D, Chang J, Davis J, Souza JJ, Zivin A, Knight BP, Goyal R, Man KC, 
Morady F, Strickberger SA. Effect of ventricular shock strength on cardiac 
hemodynamics. J Cardiovasc Electrophysiol. 1998;9(8):791-797. 

[35] Dougherty CM. Psychological reactions and family adjustment in shock versus no 
shock groups after implantation of internal cardioverter defibrillator. Heart Lung. 
1995;24(4):281-291. 

[36] Dunbar S ZZ, Smith P. Quality of life outcomes for ventricular arrhythmia patients: The 
PRIDE Study. Circulation. 2001;104 (Suppl II):3618. 

[37] Schron EB, Exner DV, Yao Q, Jenkins LS, Steinberg JS, Cook JR, Kutalek SP, Friedman 
PL, Bubien RS, Page RL, Powell J. Quality of life in the antiarrhythmics versus 
implantable defibrillators trial: impact of therapy and influence of adverse 
symptoms and defibrillator shocks. Circulation. 2002;105(5):589-594. 

[38] Heller SS, Ormont MA, Lidagoster L, Sciacca RR, Steinberg S. Psychosocial outcome 
after ICD implantation: a current perspective. Pacing Clin Electrophysiol. 
1998;21(6):1207-1215. 

[39] Herbst JH, Goodman M, Feldstein S, Reilly JM. Health-related quality-of-life 
assessment of patients with life-threatening ventricular arrhythmias. Pacing Clin 
Electrophysiol. 1999;22(6 Pt 1):915-926. 

www.intechopen.com



Cardiac Defibrillation  
– Prediction, Prevention and Management of Cardiovascular Arrhythmic Events 

 

52

[40] Higgins SL, Lee RS, Kramer RL. Stability: an ICD detection criterion for discriminating 
atrial fibrillation from ventricular tachycardia. J Cardiovasc Electrophysiol. 
1995;6(12):1081-1088. 

[41] Luceri RM. Initial clinical experience with a dual chamber rate responsive implantable 
cardioverter defibrillator. Pacing Clin Electrophysiol. 2000;23(11 Pt 2):1986-1988. 

[42] Pacifico A, Hohnloser SH, Williams JH, Tao B, Saksena S, Henry PD, Prystowsky EN. 
Prevention of implantable-defibrillator shocks by treatment with sotalol. d,l-Sotalol 
Implantable Cardioverter-Defibrillator Study Group. N Engl J Med. 
1999;340(24):1855-1862. 

[43] O'Toole M ONG, Kluger J. Efficacy and safety of oral dofetilide in patients with an 
implantable defibrillator: A multicenter study. Circulation. 1999;100:I794. 

[44] Healey J, Connoly S. Life and death after ICD implantation. N Engl J 
Med. 2008;359(10):1058-1059. 

www.intechopen.com



Cardiac Defibrillation - Prediction, Prevention and Management of

Cardiovascular Arrhythmic Events

Edited by Dr. Joyelle Harris

ISBN 978-953-307-692-8

Hard cover, 176 pages

Publisher InTech

Published online 14, November, 2011

Published in print edition November, 2011

InTech Europe

University Campus STeP Ri 

Slavka Krautzeka 83/A 

51000 Rijeka, Croatia 

Phone: +385 (51) 770 447 

Fax: +385 (51) 686 166

www.intechopen.com

InTech China

Unit 405, Office Block, Hotel Equatorial Shanghai 

No.65, Yan An Road (West), Shanghai, 200040, China 

Phone: +86-21-62489820 

Fax: +86-21-62489821

Millions of people throughout the world currently depend on appropriate, timely shocks from implantable

cardioverter defibrillators (ICDs) to avoid sudden death due to cardiovascular malfunctions. Therefore,

information regarding the use, applications, and clinical relevance of ICDs is imperative for expanding the body

of knowledge used to prevent and manage fatal cardiovascular behavior. As such, the apt and timely research

contained in this book will prove both relevant to current ICD usage and valuable in helping advance ICD

technology. This book is divided into three comprehensive sections in order to cover several areas of ICD

research. The first section introduces defibrillator technology, discusses determinants for successful

defibrillation, and explores assessments of patients who receive defibrillation. The next section talks about

predicting, preventing, and managing near catastrophic cardiovascular events, and research presented in the

final section examine special cases in ICD patients and explore information that can be learned through clinical

trial examinations of patients with defibrillators. Each chapter of this book will help answer critical questions

about ICDs.

How to reference

In order to correctly reference this scholarly work, feel free to copy and paste the following:

Dan Blendea, Razvan Dadu and Craig McPherson (2011). Prognostic Significance of Implantable

Cardioverter-Defibrillator Shocks, Cardiac Defibrillation - Prediction, Prevention and Management of

Cardiovascular Arrhythmic Events, Dr. Joyelle Harris (Ed.), ISBN: 978-953-307-692-8, InTech, Available from:

http://www.intechopen.com/books/cardiac-defibrillation-prediction-prevention-and-management-of-

cardiovascular-arrhythmic-events/prognostic-significance-of-implantable-cardioverter-defibrillator-shocks



© 2011 The Author(s). Licensee IntechOpen. This is an open access article

distributed under the terms of the Creative Commons Attribution 3.0

License, which permits unrestricted use, distribution, and reproduction in

any medium, provided the original work is properly cited.


