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ARVDARVD
• Fibrofatty infiltration
• Right ventricle
• Sudden death, 

Ventricular arrhythmia, 
Right heart failure, 
Asymptomatic

• Concealed phase
• Overt electrical phase
• (Bi)ventricular failure

• Acute and active cell 
death ⇒ VF & SD

• Fibrosis and Reentry 
⇒ VT



History of ARVDHistory of ARVD
• Greek legend Philippides



Naxos DiseaseNaxos Disease













ARVD in AnimalARVD in Animal



Sudden Unexpected Perioperative DeathSudden Unexpected Perioperative Death



Diagnosis of ARVCDiagnosis of ARVC
• Diverse etiology of ventricular arrhythmias with 

a LBBB morphology
• Nonspecific ECG findings
• Interpretation of endomyocardial biopsy
• Assessment of RV structure and function

− Thin walled structure
− Irregular shape, highly trabeculated
−No standard view
− Technically unfamiliar
− Physician inexperience



Diagnostic ToolsDiagnostic Tools

Noninvasive
• ECG
• Echo
• SAECG
• Holter ECG
• Exercise ECG
• CT/MRI

Invasive
• RV angio
• Biopsy
• EP study

Genetic



Diagnostic CriteriaDiagnostic Criteria



RV Wall Motion AbnormalityRV Wall Motion Abnormality



RV versus BiRV versus Bi--Ventricular DiseaseVentricular Disease



Tissue CharacterizationTissue Characterization



Repolarization AbnormalityRepolarization Abnormality



Depolarization/Conduction AbnormalityDepolarization/Conduction Abnormality
Localized QRS prolongation

in Right Precordial LeadsEpsilon Wave



LBBB Type VT/PVCLBBB Type VT/PVC



ECG Features of ARVDECG Features of ARVD

• T wave inversions in V1 through V3.
• Prolonged S-wave upstroke in V1 through V3 ≥55 ms.

(Nasir 2004)



Late PotentialLate Potential
• Correlation between the 

SAECG and extent of 
disease than with the 
presence of ventricular 
arrhythmias (Nava 2000). 

VERSUS

• Filtered QRS duration on 
SAECG predicts inducibility 
of sustained VT (Nasir 
2003).



Family HistoryFamily History



Misdiagnosis of ARVCMisdiagnosis of ARVC

• Incomplete diagnostic testing.
• Lack of awareness of the 

Task Force criteria.
• Over-reliance on the 

presence of intramyocardial 
fat/wall thinning on MRI 
(Bomma 2004).

• MRI did not differentiate 
patients with ARVD from 
patients with localized 
myocarditis (Chimenti 2004). 



CardiomyopathyCardiomyopathy versus versus MyocarditisMyocarditis
• High prevalence of 

myocarditis (80%)
• Myocardial inflammation 

was more prevalent in 
younger patients with 
fibrofatty ARVC

• Younger patients dying 
with fibrofatty ARVC may 
have a more lethal or 
aggressive form of the 
disease characterized by 
myocardial inflammation



ARVD and Brugada SyndromeARVD and Brugada Syndrome
• RV morphologic and histologic abnormalities (Tada 1998 

and Takagi 2001) 
• Brugada ECG in 14% of victims of ARVC and available 

ECG (Corrado 2001). 
• RV hypertrophy, fat infiltration and fibrosis in the RVOT 

(Coronel 2004).
• Coved ST segment elevation after ajmaline test in some 

ARVD patients (Peters2004). 



Sports/ExerciseSports/Exercise

• Most SD or severe symptoms occurred during 
sports activity or exertion (Thiene 1988, Furlanello 
1989, Corrado 1990). Prevalence of ARVC among 
athletes with CA or SD is high (23 and 25%). All CA 
were athletic activity related (Furlanello 1998).

VERSUS
• Most SD occurred during everyday life events. Only 

4% developed during sports activity (Tabib 2003). 
All sudden death was not related to vigorous 
physical or competitive activity (Cho 2003).



Risk of Cardiac EventsRisk of Cardiac Events
• History of syncope/cardiac 

arrest
• Younger age
• RV dysfunction
• LV involvement
• T  inversion beyond V1
• QRS dispersion ≥40 msec
• QT dispersion >65 msec
• Programmed Electrical 

Stimulation
versus

• RV failure and LV dysfunction
• Ventricular tachycardia (Hulot

2004)



Family ScreeningFamily Screening
• Minor ECG and echocardiographic abnormalities 

may diagnostic.
– SAECG and standard ECG recordings showed abnormal 

findings in 38% (Hermida 1997). 
– 41% of family members were affected. During a follow-

up of 8.5±4.6 years, 10% of unaffected at initial 
examination developed as an overt form of ARVC (Nava 
2000).

– Familial disease was present in 28% of index patients. A 
further 11% of their relatives had minor cardiac 
abnormalities (Hamid 2002).



Treatments of ARVCTreatments of ARVC

• Beta blocker, Sotalol
• Catheter ablation
• Surgery
• ICD
• Heart transplantation?
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