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Aritmiya sobabli KMP.lar
2??
Aritmiya KMP.ya, yoxsa KMP aritmiyaya sabab olur ?

Kimlarda aritmiyaya bagh KMP yaranir ?
Aritmiyali harkasda KMP yaranirmi ?

Na uUg¢ln aritmiyalar farqli sakildo KMP-ya meyillilik yaradir ?
Aritmiyalarin KMP-da rolu ?
AiKMP-nin diagnozu ?




Aritmiya sababli KMP.lar rastlanma tezliyi

AT-da ~10%, davamli AT-da ~37% KMP riski

PJRT zamani ~20-50% (davamli SVT zamani)

Usaqlarda AT ~59%, PJRT~23%, VT~7% KMP riski yaradir
T-KMP larin an ¢ox sababi AF va Afl.dir

T-KMP.lar davamli vo paroksizmal taxikardiyalarda da ortaya cixa bilar
Taxikardiyanin moévcud KMP.ni daha da pislasdirmasi
T-KMP diagnozunu ¢atinlasdirir



Aritmik-KMP imumi mexanizmloar

» Davamli aritmiya maruziyyati :
*Miokardin oksigen ve enerji talabati artir.
*ATP ehtiyatlar1 azalir, hUceyra metabolizmi pozulur

» Kalsium homeostazinin pozulmasi
-Kalsiumun huceyradaxili harakati pozulur.
Sistolik disfunksiya yaranir

» Ventrikulyar dissinxroniya

» Neyrohormonal aktivasiya
*RAAS sistemi va simpatik sinir sistemi aktivlasir.
*Remodellasmani ve miokard zadalenmasini artir

» Struktur remodelloasma
*Madacik dilatasiyasi-LV disfunksiyasi
*Miokardda interstisial fibroz

LVEF azalrr.
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Kimlar gunahkardir ?

v" AF/AFI

v Fokal AT
v' PIRT

v  PVc/VT




AF-KMP mexanizmi

osas patofizioloji mexanizmlar:

-Davamli suiratli ventrikul cavabli AF

-irregular ritm

-Kalsium dimamikasinda pozulma
-Atrial garilma
-Neyrohumoral aktivlik

-Atrial mitoxondrial ATF sintezinin pozulmasi

cardiac fibrosis
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@ ESC European HearcJournal @021y 42, 4731479 FASTTRACK CLINICAL RESEARCH

European Society doi:10.1093/eurheartj/ehab569 Arrhythmias
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Trial population >> Randomization >> Optimization >> Death from any cause (ITT analysis) >

AV junction ablation and cardiac
resynchronization for patients with permanent
atrial fibrillation and narrow QRS: the
APAF-CRT mortality trial

Michele Brignole © "2*, Francesco Pentimalli ® 3, Pietro Palmisano ® 4,
Maurizio Landolinas, Fabio Quartieri‘, Eraldo Occhetta7, Leonardo Calo ® 8,

133 pts with:
» Permanent AF
* Narrow QRS
* 21 HF hospitalization
+ Severe symptoms

63 ﬁ*gffg;‘;“ HR =70 bpm || 11% (7 pts)
70 g‘:ﬁgg"‘m' HR = 82 bpm || 29% (20 pts)
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[ Estimated at 4 yrs:

« HR=0.26, p=0.004

*« RRR=74%, ARR=27%
« NNT=3.7

al | A s
0 1 2 3 B
Years

Aims

...........................

Methods
and results

In patients with atrial fibrillation (AF) and heart failure (HF), strict and regular rate control with atrioventricular
junction ablation and biventricular pacemaker (Ablation + CRT) has been shown to be superior to pharmacological
rate control in reducing HF hospitalzations. However, whether it also improves survival is unknown.

........................................................................................................................................................................

In this international, open-label, blinded outcome trial, we randomly assigned patients with severely symptomatic
permanent AF >6months, narrow QRS (<110 ms) and at least one HF hospitalization in the previous year to
Ablation + CRT or to pharmacological rate control. We hypothesized that Ablation + CRT is superior in reducing
the primary endpoint of all-cause mortality. A total of 133 patients were randomized. The mean age was
73+ 10years, and 62 (47%) were females. The trial was stopped for efficacy at interim analysis after a median of
29 months of follow-up per patient The primary endpoint occurred in 7 patients (11%) in the Ablation + CRT arm
and in 20 patients (29%) in the Drug arm [hazard ratio (HR) 026, 95% confidence interval (Cl) 0.10-0.65;
P =0.004]. The estimated death rates at 2 years were 5% and 21%, respectively; at 4 years, 14% and 41%. The bene-
fit of Ablation+ CRT of all-cause mortality was similar in patients with ejection fraction (EF) <35% and in those

Ablasiya + CRT, ilkin EF-dan alagasiz, permanent AF ve dar QRS’li ve UC
conciusions  SObabi ilo xastaxanaya yatirilan xastalarda mortaliteyi azaltmaqda,

............................

farmakoloji mualicaya ustun olmusdur



AF-KMP va UC naticasi yoxsa sababi ?

AF--KMP

ovvallar AF diagnozu
= LV funksiyalarinin avval normal olmasi
= AF va LV difunksiyasinin zaman alaqgasi
= LVEF asagi olsa da, daha ¢ox non-dilate olmasi
= Koronar, gapaq, MRT-da spesifik KMP/skar olmamasi
=  Daqiq diagnoz retrospektivdir:
-AF ortadan galxdigdan sonra KMP tam diizalarsa qoyulur

KMP--AF

ovvallar dokumenta olmus KMP
=" Uzun zaman sinusda olmasi
= Yeni yaranmis AF.ya baglh KMP-nin pislasmasi
= LV olc¢ularinin genis olmasi
= MRT-da skar yiikii, KAX, gapaq va.s kardiak xastaliklar




AF-KMP: umumi mualica prinsipi

Mualica ilk novbada protokola uygun apariilmalidir
Paroksizmal va persistan AF gruplarinda ilk secim medikal va kateter ola bilar
Lakin bu qruplarda AF-KMP yaranibsa, kateter mudaxilasi ilk secilmalidir
Permanent AF zamani isa slirat kontrolu ligclin daha ¢ox
medikal va ya CRT+AV nod ablasiyasi




AF-PVI texnikalari




KMP--PVc D PVc--KMP

= Kardioloji xastaliyi olan yasli xastalar " Bilinan kardioloji xastaliyi olmayan

= KAX, Miokardit, RV displaziyasi T . .
» Segmentar hipokinez/akinez, LVEF<25% " Qlobal hipokinez LVEF™~ 37% +-10%

= Kardiak MRT ciddi skar yiikii = Kardiak MRT az skar ytikii vo ya yox
= Sutkaliq Holterda 5%-dan az PVc = Sutkaliq Holterda 10%-dan ¢ox PVc
=  Multiform PVc " Unifokal PVc

= PVc supresiyasi, KMP-ni yaxsilasdirmir PVc supresiyasi, KMP-ni yaxsilasdirir
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PVc tipi vo KMP yaratma riski

A PVC with normal LV function
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Site of origin:
LCC
VPD QRS: 150ms
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B PVC causing cardiomyopathy
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Variable coupling interval (LV dysfunction case)

Site of origin:
LCC
VPD QRS: 176 ms
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ABC-VT skoru-KMP prediktoru:

0-2 bal - Asagi risk
3-5 bal - Orta risk Axis (superior) 1 point 7

/ 10%-20% 2 points
PHicen \

>20% 3 points

Coupling interval (>500 ms) 4 points AA/\’/Lﬁ
Ventricular Tachycardia 4 points “VJ\W

https://www.heartrhythmjournal.com/article/S1547-5271(20)30170-3/abstract

>6 bal - Yiksak risk




Deep sedation/ intubation

(Class lla)

- Mechanical circulatory support

(Class lIb)
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ICD programming optimization®
(Class )

Beta-blocker/sedation
(Class )

Amiodarone i.v.
(Class I)

(F Catheter ablation
< (Class I)
Deep sedation/intubation
(Class lla)

'/ Autonomic modulation
(Chass lib)

Mechanical circulatory support
(Class lib)




Normal struktur urakda VT/PVc mualica algoritmi:

rincondusive or atypical praentatfon‘\)

&
CMR (Class lla)

"Structural normal huiftj)

Catheter ablation Beta-blocker or CCB
follow-up LVEF (Class ) (Class I)
(Class 1)

Beta-blockers, Flecainide
; CCBor (Class lla)
Catheter ablation Flecainide Catheter ablation

(Class lIb) (Class lla) (Class lla)



RVOT/fascicular PVCT:
Symptomatic, normal LV function

PVCIVT other than RVOT fascicular:
Symptomatic, normal LV function

RVOT ffascicular PVCVT:
LV dysfunction

PVCIVT other than RVOT ffascicular:
LV dysfunction

PVC:
Burden >20%, asymptomatic, normal LV function

ccB

Class lla

Flecainide

Class lla

Class lla

Class Ila

© ESC 2022



VT/PVc-KMP zamani mualico algoritmi:
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Catheter ablation Catheter ablation
(Class 1) (Class lla)

AAD Amiodarone
(Class lla) (Class lla)
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Xasta togdimati:

20 yash kisi xasta

2 ildir Grak catismazligi var

LVEF-30%
NYHA, Il f.s
OMT alir

Na ola bilar?

KMP-Taxi ?
Taxi-KMP ?
PJRT ?

S-S AVNRT ?

AT ?
JET?
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o9h ¢ox sahvi harda edirik?

A.fl ila sinus taxikardiyasini garisdirmaq

AT ila sinus taxikardiyasini garisdirmaq

Sutkalig PVc sixligini 6lgmamak

PVc morfologiyasini doyarlondirmamak

Six PVc xastalarinda, sinus atimlarinda EF hesablamaq
Toak EKQ lenti ilo garar vermak

DKMP-larda aritmik sabablari arasdirmamaq

PJRT-ni gozdan gacirmaqg (an ¢ox usaqlarda)

Yanasi kardiak patologiyalari yetarinca arasdirmamaq



Yekun fikirlor:

Har DKMP idiopatik deyil !

DKMP diagnozu qoymazdan avval aritmik KMP sababini arasdir
Buitlin aritmiyalar T-KMP yaratmir

Hatta aritmiya sixligi cox olan xastalarda bela, T-KMP yaranmaya bilar
T-KMP urak ¢catismazliginin geri donan formalarindandir

Erkan donamda effektiv aritmiya muialicasi KMP.ni duzalda bilar

VVVYVYVY



Referans manbalar:

s Arrhythmia-Induced Cardiomyopathy: JACC State-of-the-Art Review

+*A Companion to Braunwald Textbook of Cardiovascular Medicine-2018 (11th) Douglas P. Zipes MD, Peter
Libby MD PhD, Robert O. Bonow MD MS, Douglas L. Mann MD

s*Companion to Braunwald’s Heart Disease-G. Michael Felker, Douglas Mann - Heart Failure-Elsevier (2019)
+*Manual of Cardiovascular Medicine-2019 (5th) Brian P. Griffin

s*Joseph G. Murphy, Margaret A. Lloyd - Mayo Clinic Cardiology_ Concise Textbook-Oxford University Press
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sudden cardiac death
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