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TABLE 2. Type of arrhythmia and surgical repair

Arrhythmia (n = 28/189)

Operation

JET (n = 16, 8.5%]

Complete AV block
(n =17, 3.7%]

VT (n = 4, 2.1%)

Re-entrant SVT
(n =1, 0.5%)

AVSD repair

ASO with V5D
Pulmonary conduit ]
TOF repair {1 with AV5D]

2 (1 with
AVSD)
ASD 1
Supravalvular AS/PS 1
External conduit Fontan 1
VSD/IAA 1
AVSD repair 2
Subaortic membrane i
resection
VsD
ASD (1 with VSD)
LVOT repair
VSO
Pulmonary artery
conduit/VSD

JET, Junctional ectopic tachycardia; AV, atnoventricular, VT, ventricular
tachycardia; SVT, supraventricular tachycardia; AVSO, atrioventricular
septal defect; ASC, arterial switch operation; V58D, ventricular septal
defect; AS, aortic stenosis; £S, pulmonary stenosis; 144, interrupted aortic
arch, LVOT, left ventricular outflow tract.

J Thorac Cardiovas Surg. 2006:131(6):1296-300




TABLE 3. Patient characteristics
Mo arrhythmia Arthythmia

Gender (M/F) ad/75 13/15
Age (mo] 45 + 296 12 =+ 39.1°

CPB time (min) 09 + 296 189 + 106*
ACC time (min) 44 + 721 105 = 736°
Calcium {mg/dL] 475 £ .26 497 + 4]
Magnesium (mg/dL} 151 + .1 1.50 £ 37

CPE, Cardiopulmonary bypass; ACL aortic crossclamp. *Boldface ndi-
cates £ < (05,

J Thorac Cardiovas Surg. 2006:131(6):1296-300
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mEHSINO 2 Z0rA: DC cardioversion
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TABLE 2

Comparison of Signal-Averaging ECG in Patients with or Without
Sustained Ventricular Tachycardia (V1)

No VT vT

Patients (no.) 54 |2
QRSD at standard ECG 52416
Filter 25-250 Hz
RS (ms) iS5 4 19
HFL A (ms) ; 15
RMS (V) : 33
Filter 40-250 Hz
MORES (ms) |65 4= 17 | 79
HFL A (ms) 3T 4= 23 47
RMS (V) 10 4+ 20 26

QRS = duration of filtered QRS; HFLA = duration of high-frequency
low-amplitude signal <40 u'V; QRSD = duration of unfiltered QRS; RMS =
the root mean square of the mean voltage in the terminal portion (last 40
ms) of the filtered QRS

J Cardiovas Electrophysio 2005;16:288-292




TABLE 3

Comparison of Echocardiography in Patients with or Without Sustained
Ventricular Tachycardia (VT)

No VT vT P

LVEDV (mL/m*) 651.9 & 15 84.4 + 44 0.003
L VEF (%) 61.7+ 6 548410 0.005
RVEDV (mL/m?) 110.2 4+ 31 129.2 + 36 0.07
RVEF (%) 53 5 48 4+ 9O 0.07

LVEDV = left ventricular end-diastolic volume; LVEF = left ventricular
ejection fraction; RVEDV = right ventricular end-diastolic volume; RVEF
right ventricular ejection fraction.

J Cardiovas Electrophysio 2005;16:288-292
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Table 9

Medical therapy in ventricular tachycardia patients

Drug Total no. of %EFF’ No. of CA

No. others treated

patients TX %EFF TX %EFF
Phenytoin 40 51% (20} 5 20%(1) 35 56% (19)
Mexiletene 32 56% (18) g 680% (3) 27 56 (15)
Amiodarone 20 79% (15) 4 100% (3) 16 75% (12)
Propranolol 12 58% (7) 1 0% (0) 11 64% (7)
Quinidine 1 36% (4) 0 11 36% (4)
Atenolol 10 50% (4) 0 10 50% (4)
Flecainide 8 44 (4) 2 0% (0) ] 57% (4)
Procainamide T 43%(3) | 100% (1) b

3% 14)

*P = 0.1 for all drugs
Abbreviations: CA, cardiac arrest; EFF, effective; PTS, patients,

Progress In Pediatric cardiology 1995;4:229-236
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TOF postop. VT X0l A ablation site

Dacron gusset 1o
widen the restrictive
right ventricular
outflow tract

palch closure
of ventricular
septal defect

ablation sites

Circulation, 1996;94:1902-08
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Fig. 1. Fluoroscopic appearance (lateral view ) of the multielectrode basket

catheter, ablation catheter (ABL), and a standard catheter in the apex of the
right ventricle (EVA ). Letters A to H entify basket splmes.




Figure 2. (A) CARTO voltage map during sinus rhythm in a modified posterior anterior view showing an area of
low amplitude signals at the posterior wall of the right ventricular outflow tract confined to the presumed insertion
of the homograft. (B) CARTO voltage map during ventricular tachycardia focused on the previously identified area
of interest. A y-shaped ablation line was produced crossing the border zone between the presumed scar region and
normal amplitude myocardium. Target sites demonstrating perfect entrainment mapping are depicted by white spots.
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Pathophysiology of
chronic Pulmonary regurgitation

Clinical
progression

*RV dilatation (there is usually a long
compensatory phase while RV systolic

function is maintained)

*QRS Prolongation (associated with
Increased risk of sustained

Ventricular tachycardia
And SCD)

*Onset of tricuspid regurgitation

RV systolic dysfunction
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