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Substrate based ablation strategies

Linear ablation Short linear ablation LAVA ablation

Encircling Scar dechanneling
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Catheter ablation in nonischemic CMP
° 780pts Wlth NICMP FIGURE 3 Unadjusted Incidence of VT, Death, and Cardiac Transplantation
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Some NICM are due to mutations

Fenotypes of structural changes
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ECG morphology matters for selection
of access in nonischemic CMP
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Epicardial approach
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Gene mutations In patients with VT ablation
IKEM experience

e 87pts with NICMP and endo/epi VT ablation (age 48+16 years)
underwent gene testing using NGS

* Relevant mutation (class Ill-V) found in 54% patients
— Desmosomal mutations (30%)
+ Genes PKP2, DSP, DSC, CTNNA3, DSG

— Nondesmosomal mutations (24%)

* Genes LMNA/C, NYH7, ACTN2, TTN, CACNA1C, HCN4C, SCN5A, CRYAB, FLNC,
FBN1, DES

— No identiflable mutation (46%)
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Cumulative survival
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Gene mutations In patients with VT ablation

IKEM experience

VT Recurrence KT after endo-epi ablation
Mean follow up 3433 months
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MUTATION:

- desmosomal

— none

= non-desmosomal

In patients with desmosomal mutation was good

« The poorest prognosis/ablation ourcome was
observed in patients with nondesmosomal
mutations

« Potential explanations
* |n some diseases (e.g. mutation of
TTN, NYH7, ACTN2), arrhythmias may appear only in
the terminal phase of the disease
« Some mutations (SCN5A, HCN4) are typical
,channelopathies® that may lead to VTs even in the

0 1

absence of stable arrhnythmogenic substrate

« The VT free survival rate and long-term prognosis
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Epicardial ablation was a game-changer for many
nonischemic CMP patients

PRE-ABLATION POST-ABLATION
o 62ptS with ARVC and VT ablation Median Episodes = 13 Median Episodes = 0
* 63% required endo/epi access
* Follow up of 5644 months
* 71% pts without VT recurrence
* Only 2 pts left on amiodarone during follow up
- - - - ;—.
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Number of VT episodes 1 year before/after ablation
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Epicardial involvement

mutation of desmoplakin

Short axis Electroanatomical voltage endocardial maps

ventricle view
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Spectrum of nondemosomal mutations

IKEM experience
LMNA/C - laminopathy

TTN — titin — dilated CMP REAL
MYHG6-7 — myosin heavy chain — hypertrophic CMP

MBP3 — myosin binding protein — variable CMP ' . MONSTER&
FLNC — filamin —hypertrophic CMP GRUESOME
DES — desmin — variable fenotype CRITTERS,
TPM1 — tropomyosin alfal — variable fenotype AND BEASTS
MYPN — myopaladin — dilated CMP FROM THE

RYR — ryanodin - CPVT DARKSIDE
SCNb5A — variable clinical manifestations
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Arrhytmogenic substrate in LMNA

Lessons from whole heart histology

Percent fibrosis (%)
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What is the yield of genetic testing in patients
undergoing VT ablation?

CENTRAL ILLUSTRATION Substrate Locations and Long-Term Outcomes

« 98pts NICMP referred for VT ablation

* In 38% LP/P gene mutations
— LMNA, TTN, PLN, SCN5A, RBM20, DSP

 Higher risk for VT recurrence for
pts with LP/P mutation
— (81% vs 54%)

* Presence of LP/P mutation and
Increased unipolar low voltage area
associated with poorer prognosis
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Ablation in SHD due to genetic mutations
Mutations in titin gene

A Targeted Ablation Sites B pPvC sites of Origin C PVC-Morphologies
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5 — Complete abolition of PVCs was achieved only in 13% of pts.
£ 7/ During follow up the PVC burden decrease, which was

i . associated with improved LV EF.
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Sarcolidosis
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Bail out strategies

Bipolar ablation
Use of dextrose for irrigation

Alcohol ablation
— Venous (and arterial)

Needle ablation
Surgically facilitated access / ablation
Radiotherapy

Pulsed field ablation using large foot-print
Ultra low cryo ablation

Autonomic modulation

Heart transplant




Ablace arytmogenniho substratu
pomoci pulsniho pole

A case of patient with large

fioroma in LV lateral wall and

VT

« Multiple ablation procedures

« Last ablation using Affera RF
(1min) + PF 4applications

« After two week heart was
harvested transplant

« Large lesions visible in the
endocardium reaching up to 9-
10mm
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Zavery

« Skupina neischemickych kardiomyopatii zahrnuje sirokou skupinu
onemocneni, kterée maji zcela odlisny arytmicky fenotyp
« U pacientu s geneticky podminénymi kardiomyopatiemi je z
hlediska ablacni lecby rozlisovat dve skupiny:
— Desmosomalni mutace (naprf. ARVC) — ablace je vysoce ucinna, pokud je
proveden epikardialni pristup

— Nedesmosomalni mutace (napr. LMNA) - rfady téchto nemocnych je
arytmogenni substrat ulozen midmyokardialné a jsou treba alternativni
ablacni pristupy
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Centrum pro komplexni lécbu komorovych arytmii
komorovky@ikem.cz




