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Arytmicky mechanismus a vyskyt NSS

Dilatace, hypertrofie, fibroprodukce, zaplaty,
hypoxie, poskozeni SN a prevodniho systému

VT/VF >>SVT (IART) nebo bradykardie
Nejvyssi riziko komplexni vady (15%):
d-TGA, atresie trikusp. chlopng,
masivni hypertrofie systémoveé komory
Nizsi riziko u lehkych vad (45%)
Defekt septa sini, stendza plicnice
Stredni riziko (40%) ostatni:
Fallotova tetralogie, Ebsteinova anom.

(] Am Coll Cardiol 1998:32:245-51)



Relativni riziko arytmii u ruzneé
zavaznych vrozenych srdecnich vad
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AF indicates atrial fibrillation; WPW, Wolff-Parkinson-White syndrome; SCD, sudden cardiac death;
oA, sinoatrnial; V5D, ventricular septal defect; ASD, atrial septal defect; TOF, tetralogy of Fallot; AS,
aortic stenosis; M&S, after the Mustard or Senning operation; CAVC, common AV canal defect; SING

V (F), =ingle ventricle after the Fontan operation: + + +, high rizsk; + +, moderate risk; and +., slight
risk.

Walsh EP, Circulation. 2007:115:3224-3234



Specificka mortalita

Non-cardiac
33 (17%)

Other
g cardiovascular
Perioperative 36 (18%)

36 (18%)

SD

CHF
51 (26%
41 (21%) =)

(Am J Cardiol 2000:86:1111-111¢4)
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Role programované stimulace
komor — Fallotova tetralogie
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Time AR 10 years 15 years Mo inducible VT
L= T ) -
Hrogrammed ventricular stimulation Monomorphic VT

Polymorphic VT

patients with no inducible VT, inducible monomorphic VT and
inducible polymorphic VT at 1, 5, 10 and 15 years following
programmed ventricular stimulation. Khairy P, Circ., 2004




® 2% riziko NSS béhem dekady zivota, linedrni x
exponencialni??

@ starsi vek radikalni chir. korekce, dlouhodob3a
paliativni korekce

@ kuplety, nesetrvalé komor. tachykardie Holter
EKG

®@ inducibilita KT/KF pri PSK
® selhani pravé komory
® prodlouzeni QRS



Prognosticky vyznam pritomnosti AT - Afib

ANY ADVERSE EVENT
2.50 (2.38, 2.62)

MORTALITY
1.47 (1.37, 1.58)

MORBIDITY
2.21(2.07, 2.36)

Stroke
1.55 (1.42 1.68) Figure 3. HR for outcomes in ACHD with

and without atrial arrhythmias (AA). The HR
for all outcomes in patients with atrial ar-
rhythmia compared with patients without is
shown. Atrial arrhythmia confers an
increased risk in all adverse events, repre-
sented by a HR =1.

Heart failure
2.64 (2.44, 2.85)

INTERVENTIONS
3.00(2.81, 3.20)

Congenital cardiac surgery
272252 2.93)

Arrhythmia surgery
446 (3.57, 5.64)

Non-congenital cardiac surge
2.62 (2,40, £88) Lo

Cardiac catheterization -
225(2.07, 2.44)

2 3 4 5
HR for AA vs. non-AA (95% Cl)

Circulation. 2009:120:1679-1686.




Case 1

* 35 M trikusp. atresie, funkcnée spol. komora
* BTsin spojka po narozeni

e 7r Fontan Dotty (spojeni RAA s PA)

* 19r intraart. TCPC, MVP ring

poté progrese AT s komor. odp. 170-200min,
mesicné trvani az 6 hodin

Carvediol, propafenon, sinus. Bradykardie
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Fontan TCPC transaortalné IART




Fontan TCPC transaortalne IART

Miasi o




Fontan TCPC transaortalné IART
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CASE 2

39r M, DORV po Rasteliho-Kawahima korekci
(Ao napojena na VSD, konduit RV-PA)
AVB Il-IlIst trvala 2D KS

Synkopa, Ekg flutter sini, kontrola KS bez
patologie

Ad RFA typického flutteru sini + programovana
stimulace komor






CASE 2 - DORV Rasteliho korekce

entr CT is

-

273 msec i 276 msec
219 BPM 217 BFM

CABL p

CC51-2
CC53-4
CC556
CCE7-8
CCED 10

FITLMTTTTTTTAFPTTTInG |
CardioLab v6.5




CASE 2 - DORV Rasteliho korekce

- —uwip 16:33:40(5peed: 100 mm/s)
77011626598

terminace pri Rf
e

CCs1-2
G534
CCS 56
CCs Y8
Co5910

Cardiolab v6.5
GE Medical Systems




CASE 2 - DORV Rasteliho korekce

Display speed- 50 mm/sac
Display Scale: 10 mm/mh
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CASE 2 - DORV Rasteliho korekce




CASE 2 - DORV Rasteliho korekce




CASE 2 - DORV Rasteliho korekce
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Cardiac
40 dB

6.7 MHz
DR 65 dB
Edge 1
Persist 1
R/S 2
Map F
Tint 2
110 fps

P 100% MI 0.32
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Soubor pacientu

Obdobi 2005 - 2016
pacientu ve véku 39 t 11 let (17-74) 22 Zen
FUP prim. 47 més.

98 katetrizacnich ablaci
( 12x REDO, 4x 2 ruzné vykony)

26 komplexnich VSV
47 stredné zavaznych VSV
18 lehkych - ASD
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Profil katetrizacnich ablaci n=98

55x IART

16x FIS persist
11x AVNRT

7x EAT

4x strukturalni VT
4x WPW

1x AVN neselekt.



Technika katetrizacni ablace

54x dalkova magneticka navigace s EA mapovanim

17x transaortalné ( Fontan, Senning, Mustard)
1x transhepatalné (IVC discont-Fontan)

4x punkce kanalu Mustard/Fontan
27x konvencni RF
21x EA mapovani

1x balonova kryoablace
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IART transhepatalné, IVC diskontinuita,
spol. komora, spol. sin, TCPC Kawashima

A NA HOMOLCE

NEMOCNI




V4 A4
Zavery
Domnivame se, Zze pritomnost SVT/VT je markerem nepftiznivé
progndzy a je duvodem k ¢asné katetrizacni ablaci vSech nemocnych

a kontrolnimu vysetreni ev. rezidudlnich nalezl echokardiograficky
ci hemodynamicky.

V nasem souboru dospélych s VSV jsme zaznamenali vysokou
strednédobou uspésnost katetrizacni ablace bez zasadnich
komplikaci v dlouhodobém sledovani.

Témeér polovina ablaci byla realizovana s podporou dalkove
magnetické navigace a EA mapovani minimalné invazivnim
pristupem.

Perzistentni fibrilace sini v terénu slozitého arytmogenniho
substratu VSV je katetrizaCni ablaci obtizné resitelna (limitovana
data).
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