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AF kardiyovaskiiler hastalik zemininde ortaya cikabilir ve
hastalik gelisimini yansitir.
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ACC/AHA/ESC 2006 guidelines Eur Heart J 2006;27:1979-2030.




AF’li hastalarda 20-yillik KV hastalik ve 6liim riski artmistir.

» Scotland bilgisi

/ Rate ratio (%95 Confidence Interval [CI])* \
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* Yasa gore ayarlanmig; takip suresi 20 yil KV olaylar: olum veya hastane yatig|
Stewart S, et al. Am J Med 2002;113:359-64.




Atriyal Fibrilasyon Demografik Ozellikler
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Feinberg WM. Arch Intern Med. 1995;155:469-473.




Yaslanan Dunya

Turkiye’de popuilasyonun % 12.5-20'si 60 yasin
uzerinde olacak..




Atriyal Fibrilasyon Taramasi

e 65 vyas ustindeki hastalarda EKG ile
asemptomatik atriyal fibrilasyon aranmalidir.

ESC 2012, Sinif |, B



Yaslilarda AF
problemler

Kirillgan, bircok co-morbid

AF insidans ve prevalansi daha yuksek

Sikhikla tani atlanir

Hem tromboemboli hem de kanama riski daha ytksek
Genellikle permanant

Atipik semptomlar sik

AF hiz yanitinda sempatik etkilere daha duyarsiz
llaclarin proaritmik etkileri daha sik



AF’de yeni tedavi amaclari
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Upstream Tedavi

—

EKV ve SR’nin idamesi Sekonder
remodelling’i dnler korunma

Paroksismal

Persistent ‘ Permanent
|

Primer
korunma

Yillar +5 +10 +15 +20

1\\ EKV: Elektrokardiyoversiyon; SR: sinus ritmi

Cosio FG, et al. Europace 2008;10:21-7.

Primer korunma ve erken etkili tedavi ‘remodelling’
prosesini yavaslatabilir veya durdurabilir.

Primer korunma:
hipertansiyon,
dislipidemi, diabetes
mellitus gibi birlikte
olan durumlarin
tedavisini kapsar...

Sekonder korunma:
atriyal fibrilasyonun
uygun tedavisini

kapsar.
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Stroke AF’nin en sik goriilen ve sakat birakici komplikasyonudur

» AF’li hastalarda tim-nedenlere 4 Yillik stroke orani (%) |
bagl stroke’un yillik insidensi
%5'dir’ 10
Permanent AF
» Stroke igin bagimsiz bir risk 8 | Intermittent AF

faktoridir? 6
® AF stroke riskini ~5-kat arttirir2
® ABD’deki tum stroke’larin ~1/3’nin 4
nedeni AF’dir. 2
® Stroke riski yasla artar’
0 [ ]

> g_tlrolée riski adser?ptomatik AF’'de Diisiik Orta Yiiksek
e aevam eaer \_ risk risk risk

J

1. Fuster V, et al. Circulation 2006;114:257-e354. 3. Page RL, et al. Circulation 2003;107:1141-5.
2. Wolf PA, et al. Stroke 1991;22:983-8. 4. Hart RG, et al. J Am Coll Cardiol 2000;35:183-7.




Tromboembolizm (%)

Hiz veya ritim kontrolii saglansa dahi inme riski devam eder

B Hiz Kontrolii
Ritim Kontrolu

8.0-
6.0-
4.0
2.0-
0-0— T | L
STAF RACE HOT-CAFE AFFIRM
(n=200) (n=522) (n=205) (n=4060)

Grafik, ilgili referansdan adapte edilmistir.

Sherman DG, et al. Stroke 2007;38:615-7.



AF olan Medicare hastalarinda iskemik inme ve antikoagtlan
tedavi egilimleri: 15 yillik perspektif (1992-2007)

B Ischaemic stroke

Years

B Haemorrhagic stroke

A Warfarin use

L
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Shroff et al. Arch Intern Med 2013;173:159-160



ACTIVEW

OAC’nin Onleyici Ustiinligli (primer sonlanma)

Median 1.28 yil takip sonunda erken sonlandiriidi.

4 . : - ey N
Stroke, non-CNS sistemik emboli, Ml veya vaskuler 6lum
10— toplami
RR=1.44 (1.18-1.76), p=0.0003 J _449%,
n 0.08 = l
4 .
o
=
5 0.06 -
N
©
= Clopidogrel+aspirin
E 0.04 -
£
= Oral antikoagulan tedavi
X 0024
0 | | | |
0 0.5 1.0 1.5
\ Years

ACTIVE Writing Group of the ACTIVE Investigators.

Lancet 2006;367:1903-12




Varfarin ile ASA'ya Ait Major Kanama Orani

Benzerdir?

Major kanamalar

B Varfarn
ASA

L

Yillk oran (%)

] I"' i
0.0 = 4

AFASAK | AFASAK I PATAF

Referanslar: 1. Albers GW et al. Antithrombotic therapy in atrial fibrillation. Chest 2001; 119: 194S — 206S. SOP g



VKA tedavisinin sinirlamalari

» Asagidakiler nedeniyle doz-yanit bakimindan hastalar arasi ve bireysel dnemli
degiskenlik:

® Komorbid durumlar
® Genetik polimorfizmler
® Gida ve eszamanli ilaglarla cok sayida etkilesim
® Ongorilemeyen farmakoloji
» Dar terapoétik aralik’

® Duzenli koagulasyon takibi ve doz ayarlamasi gerekliligi

® TerapoOtik aralikta kalinamamasi inme veya advers kanama olay! riskini
artirmaktadir?

» Yetersiz kullanim?#

® Hemoraji kaygisi; intrakraniyal hemoraji en yikici kanama olayidir®

® Ogzellikle olasi faydalar karsisinda yiiksek kanama riski 6ngériilen yasli hastalarda °

1. Ansell J et al. Chest 2008;133:160S—-198S; 2. Nieuwlaat R et al. Am Heart J 2007;153:1006—1012;
3. Ogilvie IM et al. Am J Med 2010;123:638-645; 4. Nieuwlaat R et al. Eur Heart J 2005;26:2422—-2434;
5. Waldo A et al. J Am Coll Cardiol 2005;46:1729-1736



Atriyal Fibrilasyon

ESC 2010 kilavuz sonrasi; PREFER in AF
7 Avrupa ulkesi, 461 merkez, N: 7232 hasta

Yas: 71.5+11,% 60 erkek; CH,DS,VASc skor: 3.4+1.8

Yas: 71.5+11,% 60 erkek; CH2DS2VASc skor: 3.4+1.8

Vit K an.

M Vit K+Anti-platelet
© Yeni OAK

M Anti-platelet

m Almayan
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Turkiye AF epidemiyolojisi; cok merkezli
AFTER calismasi on sonuclari

Warfarin 11135 4897
cetylsalicylic aco 3 .

Clopidogrel 134 o

Ticlopidine 12 0.3
ACE-I 723 322
ARB 427 19.0
Beta-blockers 1316 28.7
Mon-dihvdropyridine CC3 255 15.8
Dihydropyridine CCB 171 7.6
Dhigoxin 622 277
Dhuretics 1047 45 7
Statins 218 14.2
Alfa-blockers 40 1.8
Mitrate=s B3 2.9
Amiodarons = 4.3

Prooafenone 33 1.5




Turkiye AF epidemiyolojisi; cok merkezli
AFTER calismasi on sonuclari

Discontinuation of therapy [£e:)

Aefusal of reatment (45)
Confralndications (7o:)

Figurs 2. Reasonz for not receiving oral anticoagulant ther-
apy.

Tirk Kardiyol Dern Arg-Arch Turk Soc Cardiol 2013;41(2): 99-10



Turkiye AF epidemiyolojisi; cok merkezli
AFTER calismasi on sonuclari

n % Mean+SD

Gender (Male / Female) 900 /1342 401/399
Age 2242 66.8+12.3
Age =73 669 29.8
Hody mass index 2227 27853
Atrial fibrillation type

Mon-valkvular 1743 778

Valvular 497 222

Prosthetic valve 280 125

First attack N 41

Paroxysmal 328 146

Persistent-permanent 1823 81.3
Hypenension 1501 66.9
Heart failure / LV dysfunction 641 286
Type Il diabetes mellitus 454 22
Vascular disease 266 202
Thyroid dyzfunction 118 5.3
smoking 2a0 12.5
stroke / TIA / Thromboembolism 342 15.3
Sleeding history 250 1.2
Labile INR 252 11.2
Effective INR 460 413

Tiirk Kardiyol Dern Ars-Arch Turk Soc Cardiol 2013;41(2): 99-104




ESC 2012 AF Tedavi Kilavuzuna Gore

Iyi Kontrollii Varfarin?

ESC 2012 AF Tedavi Kilavuzu
Guncellemesi

To achieve this, it is necessary to be more inclusive (rather than
exclusive) of common stroke risk factors as part of any compre-
hensive stroke risk assessment. Indeed, patients with AF who
have stroke risk factor(s) =1 are recommended to receive effect-

ive stroke prevention therapy, which is essentially OAC with either
well-controlled VKA therapy [INR 2-3, with a high percentage of
time in the therapeutic range (TTR), for example, at least 70%]

¥

28

or one of the NOAC:s.

lyi kontrol edilmis VKA tedavisi
INR’nin %70’ten daha fazla, 2-3 araliginda olmasi

Camm AlJ, et al. Eur Heart J doi:10.1093/eurheartj/ehs253.




20 80

il )
Time (months after diagnosis)
% time 1in therapeutic range:

— No warfarin 2 3() — 31-40 —_— 41-50
— 51-60 — 61-70 —_— =T

TTR >%70 olan hastalarda inme riski TTR<%30 olanlara gore
%79 daha azdir

Gallagher et al. Thromb Haemost 2011




Yeni oral antikoagulanlar

» Gelistiriimekte olan YOAK asagidaki ihtiyaclari karsilamalidir:

® Ongorilebilir farmakoloji
— Tek bir koagulasyon faktoru hedefi
— Gida ve eszamanli ilaclarla daha az sayida etkilesim
— Sabit dozlarda kullanim

— Rutin koagulasyon takibi gerekliligi yok
® VKA'lara kiyasla daha iyi fayda-risk profili

Bauer KA. Rev Neurol Dis 2010;7:1-8; Turpie AG. Eur Heart J 2007;29:155-165; Weitz JI. Thromb Haemost 2010;103:62-70




*: Valviiler AF: RKH bagli Mitral darlik Atriyal Fibrilasyon ESC 2012
veya Mekanik Protez kapak \ll

Valviiler* AF

\L Hayir
<65 yas ve lone AF
‘l Hayir
CHA,DS,-VASc skoru

Evet

Evet

Oral Antikoagiilan Tedavi

Kanama Riskini Belirle
(HAS-BLED skoru)

v |
Antitrombotik Yeni Oral Vitamin K
Tedavi Gerekmez Antikoagiilanlar antagonistleri




CHA,DS,VASc Skoru

I

Konjestif kalp yetersizligi veya LV disfonksiyonu (EF<%40) 1
Hipertansiyon 1
Yas > 75 2
Diyabetes mellitus 1
inme / GIA / trombo-embolizm 2
Vaskiler hastalik (Eski MI, periferik arter hastaligi; aort plagi) 1
Yas 65-74 1
Cinsiyet (kadin cinsiyet) 1

ESC 2012



CHA,DS,-VASc Rate of stroke/other TE

fotal score (%lyr) (956% CI)*
0 0 (0-0)
1 0.6 (0.0-3.4)
2 1.6 (0.3-4.7)
3 3.9 (1.7-7.8)
4 1.9 (0.5-4.9)
S 3.2 (0.7-9.0)
6 3.6 (0.4-12.3)
7 8.0 (1.0-26.0)
8 11.1 (0.3-48.3)
9 100 (2.5-100)




HASBLED Kanama Skoru

ot Lkiniduetic lpun

Hipertansiyon

Anormal bobrek ve karaciger fonksiyonu (her biri 1 puan)
Stroke

Bleeding (Kanama)

Labil INR

Yashlik (>65 yas)

Drug veya alkol (her biri 1 puan)

TOPLAM

o m — W O > I

ESC 2012

1
1 veya 2

1 veya 2
9 puan



Yeni Anti-trombotik Ajanlar ESC 2012

Olay %/yil Dabigatran Rivaroxaban Apixaban
RE-LY ROCKET-AF (ARISTOTLE)

Warfarin Dabigatran Warfarin Rivaroxaban Warfarin Apixaban

Stroke/sistemik 1.69 1.11 2.4 2.1 1.6 1.27
emboli p<0.001 p<0.001 p<0.001
iskemik stroke 1.2 0.92 1.42 1.34 1.05 0.97
p<0.03 p=0.581 p=0.42
Hemorajik stroke 0.38 0.10 0.44 0.26 0.47 0.24
p<0.001 p=0.024 p<0.001
Major kanama 3.36 3.11 3.4 3.6 3.09 2.13
p=0.31 p=0.58 p<0.001
intrakraniyal kanama 0.74 0.30 0.7 0.5 0.80 0.33
p<0.001 p=0.02 p<0.001
Ekstrakranial kanama 2.67 2.84 - - - -
p=0.38
Miyokard infarktusu 1.02 0.81 1.1 0.9 0.61 0.53
p=0.12 p=0.09 p=0.37
Olim 4.13 3.64 2.2 1.9 3.94 3.52
p=0.051 p=0.13 p=0.047
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Reference: Granger et al. 2012, CIRCULATION; 125: 159-164



Yeni OAK’larin warfarin ile kiyaslanmasi:
RELY, ROCKET-AF, ARISTOTLE

Yeni oral antikoagiilanlar: Faz 3 klinik calisma sonuglarinin ozeti*

Dabidatran | Dabidatran

Varfarine kiyasla 150 mg (2x1)| 110 mg (2x1)

Rivaroksaban | Apiksaban

Inme agisindan non-inferiarite J ./ J ~/
Inme/SE primer sonlanim noktasinda dstinlik | v | y/
Hemorajik inmede azalma »./ y/ J J
Iskemik inmede azalma v |

Mortalitede azalma (J ) i
Kardiyovaskuler mortalitede azalma J

Major kanamada azalma J J
Major ve minor kanamalarda azalma J . | v | v
Gastrointestinal major kanamalarda artis \/ \/

Miyokard infarktUstnde artis | ? | ?

Daha az tedaviyi birakma J

Connolly et al NEJM 2009; Patel et al NEJIM 2011;Granger et al NEJM 2011; Giugliano et al NEJM 2013



NVAF’li hastalarda inmeyi 6nleyici olarak YOAK’larin

varfarin ile karsilastirilmasi*

HR*, majir kanama

. y 15+
Varfarine kiyasla tehlike oranlari ve 2 el
. 1.4-
%95 guven araliklar:
e : —— e
» Birincil etki sonuclan (yatay cizgiler)
» Major kanama (dikey cizgiler) L
R 1.1
Bunlar yeni antikoadilanlann kafa kafaya karsilastinilmalari | . r 1 <>r 1 HF' ian e 5iitem_ik fThu_“_
dedildir, dolayisyla dikkatli degerlendirilmelidir. 05 1_'5
D150 aaT
D150: Dabigatran 150 mg (RE-LY sonuglar) D1104 o
D110: Dabigatran 110 mg (RE-LY sonuclar) b A
R: Rivaroksaban (ROCKET-AF sonuclar) A 07+
A: Apiksaban (ARISTOTLE sonuclan) F\V
SE: Sistemik emboli 0671
En iyi Trade off
D5

*Hazard ratia

Referans: 1.5chulman et al. Thromb Res 2013;131:563-6



e American American
Heart Stroke
Association Association -

Guidelines for the Prevention of Strolke in Patients With Strolke and Transient Ischemic
Adtack: A Guideline for Healthcare Professionals From the American Heaxrt
Avssociation/American Stroke Association
TAWalter IN. Kernan. Bruce Ovbiagele, Heinry R Black., Dawn I, Bravata. Marce I. Chimowit=.
Mlichael . Ezekowitz. Margaret . Fang. MNMarc Fisher. Karen I.. Furie. Donald V. Heclk. S.
Claiborne (Clawv) Johmston., Scott E. Kasner. Steven J. Kittner. Pamela H. Mitchell, Ddichael W
Rich. DeJuran Richardson. Lee H. Schwanun and Johmn A Wilson

Srroffe. published online ZWias 1. 201<4:
Strofe is published by the American Heart Association. 7272 Greenville Avenue. Dallas, T3 75231
Copyright © 2014 American Heart Association. Tnc. All rights reserved.
Print ISS™N: O0039-2499, Online ISS™N: 1524-4628

Non-valviiler AF’de inmenin sekonder proflaksisinde;

Class I; VKA (kanit diizeyi A), Apixaban (kanit diizeyi A),
Dabigatran (kanit diizeyi B). llac secimi; risk faktorleri,
maliyet, tolerabilite, hasta tercihi, ila¢ etkilesimleri, renal
fonksiyonlar, warfarin kullanlarda TTR gibi parametrelere
bakarak kisisellestirilmelidir.

Class lla; Rivaroxaban (kanit dlizeyi B)



Olgu-1

80y kadin

* 1vyil dnce gecici iskemik atak gecirmis.
* Cekilen EKG’de AF saptaniyor.

e Kapak patolojisi saptanmamis

Klinik hikaye Halen kullandigi ilaglar Fizik muayene ve lab.
testleri
* Gegirilmis TIA e ASA * KB: 130/85 mmHg

* Nabiz: 80 vuru/dk
e CrCL: 58 mL/dk




CHA,DS,-VASc skorlamasina gore hastanin inme riskinin
hesaplanmasi

) . . Toplam Hasta Hesaplanmis
CHA,DS,-VASc kriterleri Skor skor (n=7329) inme riski
Konjestif kalp yetmezligi/ . (%/yil)*
son ventrikul disfonksiyonu 0 1 0.0
Hipertansiyon 1 1 422 1.3

2 1230 2.2
>75 yas @

3 1730 3.2
Diabetes mellitus 1 4 1718 4.0
| <5 1159 67 >
Inme/gecici iskemik atak/TE @ 6 679 9.8
Vaskiiler hastalik (gecirilmis miyokard 7 294 9.6
infarktlsu, periferik damar hastaligi ya 1 8 82 6.7
da aortta plak) '

9 14 15.2

65—74 yas arasl 1

Cinsiyet (6rnek, kadin cinsiyet) @

TE = tromboembolizm

1. Lip G et al. Chest 2010;137:263-72, 2. Lip G et al. Stroke 2010; 41:2731-8,
3. Camm J et al. Eur Heart J 2010; 31:2369-429, 4. Hart RG et al. Ann Intern Med 2007;146:857-67

*Tedavi alinmadigindaki inme riski (Hart RG et al. 2007)




Tedavi alternatifleri nelerdir?

Atriyal fibrilasyon
Valviler AF* Evet
Hayir (non-valviiler)
Evet .
*Valviiler AF: <65 yas ve tek basina AF (kadinlar dahil)
Romatizmal Hayir

kapak hastaligi _
ve prostetik Inme riskini degerlendirin

kapak CHA,DS,-VASc skoru

Kanama riskini degerlendirin
(HAS-BLED skoru)
hastanin degerlerini ve tercihlerini dikkate alin

1 1
\4 \ 4 v
Yeni oral antikoagulan Vitamin K antagonisti

Antitrombotik tedavi yapilmaz

1. Camm AJ, et al. Eur Heart J doi:10.1093/eurheartj/ehs253.




HAS-BLED skorlamasina gore bu hastanin kanama riskinin

hesaplanmasi
i . i HAS-
HAS-BLED risk kriterleri Skor 100 hasta-
BLED
N Kanama vyil* basina
. . toplam
Hipertansiyon 1 kanama
skor
Anormal KC veya bébrek 0 798 9 1.13
fonksiyonlari (her biri 1 1veya 2 1 1286 13 1.02
puan) <2 744 14 1.88__>
inme <D 3 187 7 3.74
4 46 4 8.70
Kanama 1 5 3 1 125
Degisken INR degerleri 1 6 - 0 0.0
v 7 0 — —
as _ _
(6rnek, >65 yas) @ 8 0
so.(%7 olduc_julea anlamli kabul etmektedir

llaclar veya alkol

(her biri 1 puan) 1 veya 2

1. Pisters R et al. Chest. 2010;138:1093-100, 2. Camm J et al. Eur Heart J 2010;31:2369-429



Doz secimi

Oneri Sinif  Diizey

Dabigatran veya Rivaroxaban regete edildiginde, diisiik dozlan
asagidaki kosullarda énerilmektedir:

|°ya§| 280 olan yaslh hastalar |

eetkilesim gosteren ilaglarin (6r., verapamil) es zamanli kullanimi
*ylksek kanama riski (HAS-BLED puani >3)
*orta diizeyde bobrek islev bozuklugu (KrKl 30—49 mL/dk)

Apixaban regete edildiginde, diisiik dozu: >80 yas, <60 kg zayif
veya kreatinin 21.5 mg/dl| ; en az ikisinin olmasi halinde

lla B

HAS-BLED risk kriterleri Skor

H (Hipertansiyon) 1

A (Bbbrek veya karaciger fonksiyon bozuklugu) 1veya?2

S (inme) 1 »
B (Kanama) 1

L (INR degiskenligi) 1

E (Yas >65) 1

D (ilag veya alkol) 1 veya 2

1. Camm AJ, et al. Eur Heart J doi:10.1093/eurheartj/ehs253.



Olgu-2

Cins Kadin « 3 yildir hipertansiyon

Yas 66 * 4 yildir hiperkolesterolemi
* Yeni tani konmus NVAF

Kilo 72 kg

Kan basinci 142/88 mmHg ilag

Nabiz 74 * ACEinh

T : « Statin
Kreatinin klirensi 49 mL/min

(CrCl)




CHA,DS, VASo =3

1

Congestive heart failure/LV dysfunction

Hypertension 1
Aged 275 years 2
Diabetes mellitus 1
Stroke/TIA/TE 2

Vascular disease (prior MI, PAD, or aortic plaque)

Sex category (i.e. female gender)

1

Aged 65-74 years 1 |

1

Maximum score

9




HAS-BLED risk kriterleri Skor HAS- il
_ BLED 100 hasta-yil

N Kanama basina

topl

Hipertansiyon @ c;p;(::n kanama
Anormal KC veya bobrek 0 798 9 1.13
fonksiyonlari (her biri 1 1 1286 13 1.02
puan)

2 744 14 1.88
inme 1 3 187 7 3.74 >

4 46 4 8.70
Kanama ! 5 8 1 12.5
Degisken INR degerleri 1 6 2 0 0.0

7 0 - -
Yas
(6rnek, >65 yas) @ 8 0 - -
: 9 0 — _
Ilaglar. veya alkol 1 veya 2
(her biri 1 puan) *p <0.007 oldugunda anlamli kabul etmektedir

1. Pisters R et al. Chest. 2010;138:1093-100, 2. Camm J et al. Eur Heart J 2010;31:2369-429



» Yeni tani konulmus NVAF; CHA,DS,-VASc 3 ve HAS-BLED 3;
orta derece renal yetersizlik (CrCl = 49 mL/min)

» Bu hasta icin hangi antitrombotik tedavi 6nerirsiniz?

1. Antitrombotik tedaviye gerek yok
2. Aspirin + clopidogrel

3. Warfarin (INR 2.0-3.0)

4. Yeni OAK



| Apixaban | Warfarin
Hazard Ratio (95% Cl) p value for
%/yr (No. of Events) Interaction

Stroke / systemic embolism 0.705
eGFR >80 mL/min”* 0.99 (70) 1.12 (79) —
eGFR >50-80 mL/min* 1.24 (87) 1.69 (116) = :
eGFR <50 mL/min? 2.11 (54) 2.67 (69) -
Major bleeding 0.030
eGFR >80 mL/min* 1.46 (96) 1.84 (119) = I
, —a—
eGFR >50-80 mL/min* 2.45 3.21 (199) !
(157) —— ,
eGFR <50 mL/min* 3.21 (73) 6.44 (142) I i |
"1=7,518 (42%); n=7,587 (42%); 0=3,017 (17%) 0.25 05 1.00 2.0
Cockcroft-Gault method displayed here; Results were consistent < Apixab ’
regardless of methods for GFR estimation pl}’;a an Warfarin Better
etter

Apixaban is not recommended in patients with CrCl of < 15 mL/min or patients undergoing
dialysis

Patients with serum creatinine >1.5 mg/dL (133 micromole/L) associated with age >80 years
or body weight <60 kg should receive the lower dose of apixaban 2.5 mg twice-daily, as well

as patients with exclusive criteria of renal impairment (CrCl 15-29 mL/min)? Adapted from Hohnl By T oo
aplea jrom rionntoser et al. Lur riear ) g —. .

Tiim eGFR diizeylerinde Apixaban warfarine gore daha etkili ve daha az kanama ile iliskili




| Apixaban | ASA . value for
Hazard Ratio (95% Cl) p .
%/yr (No. of Events) interaction
Stroke / systemic embolism 0.10
eGFR 260 mL/min® 1.7 (34) 2.8 (60) — .
eGFR 30-59 mL/min’ 1.8 (17) 5.6 (51) —b—oo |
Major bleeding 0.82
eGFR 260 mL/min 0.9 (19) 0.8 (18) : =
eGFR 30-59 mL/min? 2.5 (24) 2.2 (20) L
I I I I
“1=3828 .fn:l.697' | 0.2: 0.5 . 1.00 2.0
ASA = acetylsalicylic acid Apixaban ASA Better
eGFRs are in mL/min per 1.73 m? Better

Adapted from Eikelboom et al. J Stroke Cerebrovasc Dis. 2012;21:429-35.



Olgu-2

Hasta Bilgileri

« 3 yildir hipertansiyon
* 4 yildir hiperkolesterolemi
* Yeni tani konmus NVAF

Cins Kadin

Yas 66

Kilo 72 kg

Kan basinci 142/88 mmHg
Nabiz 74

(Ké'fé\lt)inin klirensi 49 mL/min

ilag
e ACE inh
« Statin

* OAK (INR 2-3; TTR>%70) veya
Apixaban 5 mg bid




Olgu-3

« Hafif konjestif kalp yetersizligi- LVSD
Hasta Bilgileri « 1yl 6nce st GIS kanama,

(gastroskaopide eroziv gastrit),

Cins Kadin Gastroozafagial reflux hastaligi (GERD)
Yas 63 flag + Furosemide

. « Losartan
Kilo 71 kg

« Pantoprazole

Kan bastne: | 11578 i

Kalp hizi 100

« 1 aydir garpinti sikayeti var, son vizitten sonra
>48 saatten devam ediyor

fonksiyon « EKG de AF ritmi; valvular hastalik yok
— Newly diagnosed NVAF

Renal normal




Congestive heart failure/LV dysfunction 1

Hypertension 1
Aged =75 years 2
Diabetes mellitus 1
Stroke/TIA/TE 2
Vascular disease (prior MI, PAD, or aortic plaque) 1
Aged 65-74 years 1

Sex category (i.e. female gender) 1

Maximum score 9




Gastroesophageal reflux hastaligi

GIS kanama oykusu

Gl kanama ve dispepsiye neden olabilir

Standard tedaviye “proton pump inhibitors” eklenmeli



Yeni OAK’larin warfarin ile kiyaslanmasi:
RELY, ROCKET-AF, ARISTOTLE

Yeni oral antikoagiilanlar: Faz 3 klinik calisma sonuglarinin ozeti*

Dabidatran | Dabidatran

Varfarine kiyasla 150 mg (2x1)| 110 mg (2x1)

Rivaroksaban | Apiksaban

Inme agisindan non-inferiarite J ./ J ~/
Inme/SE primer sonlanim noktasinda dstinlik | v | y/
Hemorajik inmede azalma »./ y/ J J
Iskemik inmede azalma v |

Mortalitede azalma (J ) i
Kardiyovaskuler mortalitede azalma J

Major kanamada azalma J J
Major ve minor kanamalarda azalma J . | v | v
Gastrointestinal major kanamalarda artis \/ \/

Miyokard infarktUstnde artis | ? | ?

Daha az tedaviyi birakma J

Connolly et al NEJM 2009; Patel et al NEJIM 2011;Granger et al NEJM 2011; Giugliano et al NEJM 2013



GRISTOTLE. WYERROES.

_ 4 - 4 -
>
g
g 3 - 3 -
E HR 0.89 HR 0.86
; 5 . (95%CI1 0.70-1.15) 5 . (95%CI 0.40-1.86)
£ p=0.37 p=0.71
a
o
& 1 - 0.76 0.86 1 -
2
0 - , o BN N
Apixaban Warfarin Apixaban ASA
N=9088 N=9052 N=2808 N=2791
Adapted from Granger et al. N Engl J Med. 2011;365:981—
992 Adapted from Connolly et al. N Engl J Med. 2011;364:806-817

ASA, acetylsalicylic acid

Apixaban ile major Gl kanama
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Hasta Bilgileri Medikal Hikaye

Cins Kadin * Yeni tani NVAF

Yas 63 .
» Gastroesophageal reflux hastaligi (GERD)
Kilo 71 kg
Kan basinci | 118/78 mmHg
Kalp hizi 100 « OAK (INR 2-3; TTR>%70) veya
« Apixaban 5 mg bid
Renal
normal « Hastaya TEE sonrasi CV

fonksiyon




AF’de yeni tedavi amaclari

ling’
Re’g‘,’,f'eem;"g ! Upstream tedaviler

" Kardiyovaskiiler
morbidite & :
mortalite’nin llac-Kateter ablasyon
\ onlenmesi
Tromboemboli’nin Yeni antikoagulan veya
onlenmesi Antiplatelet’ler

.

f
| Hizkentrolii | SELTHECER
-

-
_ Yeni anti-aritmik ilaclar

AMNCOrOXRP>P=SA>T

—N<>OM- =TMP



Paroksismal — Persistan AF tedavi

RITIM KONTROLU HIZ KONTROLU
Semptomlarin azalmasi - Antiaritmik ilaclarin
Hayat kalitesinin diizelmesi toksisitesinden kacinilmasi
Ventrikil ve atriyum - Sik CV'dan kaginilmasi
fonksiyonunun korunmasi - Hospitalizasyonun azalmasi
Antikoagulan ihtiyacinin
azalmasi
Muhtemel prognoz faydasi




AFFIRM Calismasi

(N EnglJ Med 2002;347:1825-33)

A P=0.08
&
oy
I
=
o
=
b k]
=
et
=
=
E
=
2
Years
Mo, or DeaTws numbear {parcant)
Rhythm control 1] 80 (4) 176 {9) 257 (13) 314 {18} 362 (24)

Rate control o T8 (4) 148 {7 210411} 275 {16} J06 (217]



RACE: Uzun sturel1 sinus ritmi1 kalp
fonksiyonlarimi diizeltir..

*P<0.05 vs baseline.
TP<0.05 vs AF
calisma sonunda.

>
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X
©
—
LL

Ritm Ritm
2. yilda AF 2 .yilda SR

bazal .

Hagens VE, et al. Heart Rhythm. 2005;2:19-24.




Uzun stirel1 sinus ritmi saglanmasi fonksiyonel
kapasiteyi1 diizeltir
AFFIRM
(NYHA-FC)

’.

()
_—e_o_o—0

/ N\

Q\./.——.

(Lower NYHA-FC score = less symptomatic)

Mean NYHA FC

Adjusted P<.0001

=@=Current atrial fibrillation
No current atrial fibrillation

Initial 2 4 8 1 1% 1% 2 2% 2% K} 3% 3% 4
 Months — ! Years

Chung MK et al. JAm Coll Cardiol. 2005;46:1891-1899.
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A. Heparin altinda TEE yapilmali

K.M, 74 y erkek trombus yoksa CV ile sinUs ritmi
Hipertansif ve tip 1| DM mevcut. saglanmali sonrasinda OAK ve
ACE inh. ve Metformin kullaniyor. 1 antiaritmik tedavi

hafta dnce preop konsiltasyon B. 1 ay OAK sonrasinda CV takiben
esnasinda AF saptaniyor. amiodarone

Kreatinin, KC fonksiyonlari ve TSH C. Betabloker yeterli olmazsa Digoksin
normal. Fizik muayenesi normal eklenerek istirahat kalp hizi 90/dk,
EKO da EF: % 64, LA 48 mm orta derece eforlarda 110/dk

Uygun tedavi yaklasimi ne olmali ? olacak hiz kontroli

D. Verapamil ile istirahat kalp hizi
110/dk olacak sekilde gevsek hiz
kontrolli+OAK

E. Diltiazem ile gevsek hiz kontrolu +
ASA



AF’da hiz ve ritim kontroll karari

Endikasyon | Endikasyon
sinifi seviyesi

Minor semptomlari olan veya asemptomatik (EHRA |) I A
yasli hastalarda hiz kontrolii ilk yaklasim olmali

Ritim kontroll yaklasiminda —ntiksler- sirasinda ventrikul I A
hizini yeterli kontrolliini saglayabilmek igin hiz
kontroline devam edilmeli

Uygun hiz kontroliine ragmen semptomatik kalan I B
hastalarda (EHRA>2) ritm kontrolii yapilmali

AF’na bagl kalp yetersizligi varsa semptomlarin lla B
dizeltilmesi igin ritm kontrolt distnilmeli

Kateter ablasyon tedavisine aday olabilecek gen¢ lla C
semptomatik hastalarda ritm kontrolu ilk yaklasim olmali

AF’nu tetikleyen substratin (iskemi, hipertiroidi vs) lla C
dizeltildigi hastalarda ritm kontroll dastnulmeli

ESC 2010



AF’da Kronik Hiz Kontroliine iliskin Oneriler

Paroksismal, persistan ve permanent AF de ilaglarla hiz kontroli
yapilmali; tedavi kisisellestirilmeli, bradikardiden kaginilmali

Aktivite sirasinda semptomatik olanlarda yeterli hiz kontrolt
egzersiz testi ile belirlenmeli

Preeksitasyonu ve AF hikayesi olan hastalarda hiz kontroli icin
propafenon veya amiodaron kullanilmali

Endikasyon | Endikasyon
sinifi seviyesi

Tedaviye istirahat kalp hizi <110/dk olacak sekilde gevsek hiz
kontrolii protokolii ile baslanmali

Gevsek hiz kontroliinde semptomlar sebat ediyor ve tasikardiyo-
miyopati olusuyorsa istirahat kalp hizi <80/dk ve orta egzersizde
<110/dk hiz kontrolii yapilmali ve Holteri ile denetlenmeli

lla

lla

Non-permanent AF'de NYHA 111/IV kalp yetersizligi hastalari disinda
dronedaron ile hiz kontroli yapilabilir

Digoksin kalp yetersizligi ve LV disfonksiyonu olan ve sedanter
yasayan hastalarda endikedir

Diger tedaviler basarisiz veya kontrendike ise PO amiodaron ile hiz
kontroll yapilabilir

Paroksismal AF de digoksin hiz kontroli icin tek basina
kullaniimamali

lla

lla

b

B

B

ACC/AHA 2011 updated



62 yas, erkek . . .
KKH Atrial Fibrilasyon

Permanent AF -
Diisik dos BB Hiz Kontrolu

Pause: 2830 ms
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AF: anti-aritmik ilaclar (AADs)

Amiodarone Propafenone

Yeni ve eski
Flecainide

Upstream
Sinif lll ajanlar tedaviler

- [ Connexi
Dofetilide onnex:

........................................ (5-HT4
) 3 A + 2+

:  Multi-channel f : W

. Diger amiodarone :
.............................................................................. ;ARDAS i

Adapted from Savelieva |, Camm J. Europace 2008;10:647-65 1 Abandoned

 Na*/H*
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Atriyal Fibrilasyon

Anti-aritmik Tedavi

e Basari sansi dusuk

e Ciddi komplikasyonlar olabilir.
— Proaritmi
— Sol ventrikll disfonksiyonu
— Organ toksisitesi
— Diger yan etkiler

e En etkin ilac amiodaron’u alanlar 2 yil icerisinde %
40-50 oraninda yan etkiler nedeniyle ilaci birakmak
zorunda kaliyor.



Antiaritmik llaclar

[lac Negatif Inotropik Etki Proaritmi

Quinidine (Kinidin), IA 4t

Procainamide (Pronestyl), ++
IA

Disopyramide (Norpace), IA

Mexiletine (Meksitil), IB

Tocainide, IB

Encainide, 1C

Flecainide (Tombacor), IC

Propafenone (Rtymonorm),
IC

Sotalol (Darob), I11

Amiodarone (Cordarone),
1




Bradiaritmi-induced Torsade de Pointes




Siniis ritmini =6 ay devam ettirme etkinligi

No Quin Diso Prop Flec Sot Dof Amino
drug




Anti-aritmik ilag secimi

— e + ESC: 2010
Yapisal Kalp Hast. Min./vok Relirgin Yapisal Kalp Hast. (Dofetilide harig)
J )
" )
Remodelling’in * Altta yatan durumun
anlenmesi: tedavisi
ACE/ARB/Statin * Remodelling’in
onlenmesi
| ygunsa BB ,T
I Hipertansiyon Kor. Kalp hast, Kalp }'etermzllglfS\’D
) S/, ZNAEL (0 Stabil I-11 FK: [II-1V
o ks k. 2 i N
i+  Dronedarone * Dronedarone * Dronedarone * Dronedarone
»  Flecainide »  Sotalol
*  Propafenone
- Sotalol Y

L 4 W 4 e W

= Dofetilide *  Dofetilide *  Dofetilide « Dofetilide

| = Amiodarone ) [' Amiodarone J [ Amiodarone J «  Amiodarone




(AHA/ACC/ESC 2011) lik Atriyal Fibrilasyon atag WPW: RFA
l HSS : PM
Hipertiroidi: Tedavi

Spontan veya Medikal Sonlanma

Sadece v l 'LHPHH-E?PH
. ayir Rekurren Atriyal Fibrilasyon perasyonu
takip. _qu_ y y gerekli mi?
i
Evet
[ Evet | !
Cerrahi
Paroksismall/persistan Permanan | Ablasyon
A v
- " :
Geng, ciddi Yasgh, hafif
semptomatik semptomatik
™ g ~ Emboli
l l W korunmasini
Ritim Etkisiz Hiz unutma
Kontrolii [ l d Kontroli

Etkisiz

"

Kateter Ablasyonu ethisiz| AV node
Pulmoner Ven Izolasyonu+lineer hatlar '| ablasyonu+PM




Atriyal Fibrilasyon
ESC 2010 kilavuz sonrasi; PREFER in AF

7 Avrupa ulkesi, 461 merkez, N: 7232 hasta
Yas: 71.5+11,% 60 erkek; CH,DS,VASc skor: 3.4+1.8

W Ablasyon (+)
M Ablasyon (-)

Yas: 71.5+11,% 60 erkek; CH2DS2VASc skor: 3.4+1.8



Atriyal Fibrilasyon Ablasyonu

(ACCF/AHA 2013)
(2006 ACCF/AHA/ESC ve 2011ACCF/AHA/HRS)

Sinif | (Kanit diizeyi A)
*Ciddi semptomatik paroksismal AF

*En az bir AA ilag etkisiz

*Normal veya hafif genis sol atriyum
*Normal veya hafif azalmis SV fonksiyonu
*Ciddi pulmoner hipertansiyon olmamasi
*Deneyimli merkez (>50/yil)

Sinif lla

*Semptomatik persistan AF

Sinif llb

Ciddi sol atriyum dilatasyonu veya SV disfonksiyonu olan semptomatik
paroksismal AF (Kanit diizeyi A)




TESEKKURLER



KATETER ABLASYONU




Atriyal Fibrilasyonun Kateter Ablasyonu

« Hiz kontroli
— AV diiglim modifikasyonu
— AV diiglim ablasyonu+PM implantasyonu (CRT)
» Ritm kontrolii-Kiiratif ablasyon
Tetikleyici odaklarin ablasyonu
Pulmoner ven izolasyonu (Haissgaurre)+mitral isthmus+posterior
line
Pulmoner ven «encircling» (C. Pappone)+mitral isthmus+posterior
line
Antral ablasyon-vestibiil ablasyonu (A. Natale)

AF’nin 1idamesini saglayan odaklarin ablasyonu-Tim PV’leri 1zole
etmeden (F. Morady)

Kompleks par¢alanmis atriyal elektrokardiyogramlarin ablasyonu
Atriyumun vagal denervasyonu (Coumel, Scherlag)
Kombine “tailored” yaklasim




AV Node Ablasyon

e Medikal tedaviye direncli semptomatik atriyal
fibrilasyon
* Hasta secimi
— Kronik akciger hastaligi
— Diger yuksek komorbitideli durumlar
— Kuratif tedavinin etkisiz kaldigi semptomatik durumlar
— llaclara intolerans olmasi

* CRT erken atriyal fibrilasyonlu hastalar



AV Node Ablasyonu+PM

Avantajlari

Paroksismal AF’li hastalarda
semptomlarin kontrolu

Kronik AF’li hastalarda
dizenli ritmin degerleri
Medikal tedaviye ihtiyac
kalmaz

ICD’li hastalarda SVT/AF ya
AF’ye ya da hiza bagl

uygunsuz soklarin
onlenmesi

CRT’li hastalarda uygun
oranda «pacing» saglanmasi

Dezavantajlari

Pace’e bagli yasam
— Guvenlik ?

— Battery depletion
— Kronik pacing
Kiratif tedavi degil

— Tdm semptomlari ortadan
kaldirmayabilir.

— Antikoaglilasyon gerekli



AF Kaynagi

 Pulmoner ven % 90

* Pulmoner ven disindaki odaklar % 10
— Sag atriyum
— Koroner sinus
— Vena kava superior
— Vena kava inferior
— Sol atriyum
— Marshall veni




RIGHT SUPERIOR
PULMOMNARY VEIN

-

RIGHT INFERIOR
PULMONARY VEIN

LEFT SUPERIOR
PULMOMARY VEIN

OSTIUM

LEFT INFERIOR
PULMONARY VEIN

LA PVP

SN Naie

L
Ostial Delay




Pulmoner Ven Izolasyonu

AL

RF lesion
PA view A PA view

RIPV

Circular

mapping
catheter




Atriyal Fibrilasyon

Ablasyon vs Medikal Tedavi

« Erken kuratif tedavi avantajli

* Ablasyonu erken donemde yapmali
— «Remodelling»in onlenmesi
— Basari sansi fazla
— Nuks ihtimali az
— Islem daha kolay
— Komplikasyon intimali az



Ablasyon vs AA llac Etkinlik Karsilastiriimasi
Randomize Calismalar

o, 100
90
80
70
60
50
40
30
20
10

M Ablasyon
m AAilag

ACC 2011
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Catheter ablafion of atrial Trilation im heart fallure.

Atriyal fibrilasyonda kateter ablasyonu ile sinus ritminin
saglanmasi sol ventrikiil fonksiyonlarini belirgin olarak
diizeltmektedir.

Ancak bu vakalarda ablasyon daha zor, basar1 sans1 daha
diisiik ve niiks ihtimali daha yiiksek (ACC/AHA 2013
indikasyon 2B)




Organik Kalp Hastahig Org. Kalp Hastahgr Minimal/yok

/\ A

Paroksismal AF Persistant AF

NYHA Stable
1I/1IvV NYHA
veya I/

unstable
11

Dronedarone
Flecainide
Propafenone
Sotalol

Dronedarone Dronedarone Dronedarone
Sotalol

KATETER
ABLASYONU

KATETER
ABLASYONU

Amiodarone Amiodarone

ESC 2010




Organik Kalp Hastahig Org. Kalp Hastahgr Minimal/yok

/\ A

KKY KKH Paroksismal AF Persistant AF

Dronedarone
Flecainide
Propafenone
Sotalol

Dronedarone Dronedarone
Sotalol

KATETER
ABLASYONU

KATETER
ABLASYONU

Amiodarone Amiodarone

ESC 2012




Yapisal Kalp Hastalig1 Mevcut

|

Kalp Yetersizligi
Evet Hayir
Evet .
--------- Sebep AF
l Hayir 4

Amiodarone € e Sotalol

B |

Hasta Se¢cimi

r
1
1
1
1
!
! * Dronedarone
1
1
1
1
1
1
1
1
1
1

Kateter Ablasyonu ESC Kilavuzu 2012




Yapisal Kalp Hastaligi
Minimal veya Mevcut Degil

T~

Paroksismal Persistan
Y l
Hasta Se¢imi »>| * Dronedarone

e Flecainide
* Propafenone
e Sotalol

Kateter Ablasyonu

P

Hasta Se¢imi

Amiodarone

ESC Kilavuzu 2012







Distal ABL (mY)
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FPatient:

Pulmoner ven 1zolasyonu

Pre-RFA

CIFTCI, HAYRI ID: 2004071576 [stanbul Faculty of Medicine,

Dep. of Cardiology Date:. Fri Jun 25
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Patient. CIFTCI, HAYARI I0; 20040718976
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PVI-PostRFA
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P 1-LA SR > 552 Points Paroksismal Lone AF
AADs: etkisiz

Catheter distance > 10.0 (mm)

123.29 L&AG: 07 Cranial: 0° Swivel: 0°




Antrum Ablasyonu

s S SOREY

Figure 14.1 Three-dimensional CT reconstruction of the LA.




Atriyal Fibrilasyon Ablasyonu
Yeni Enerj1 Kaynaklari

CryoCath Arctic Front Balloon

Ultrason ablasyon-High Intensity Focused
Ultrasound Balloon

Mikrodalga ablasyon
Laser ablasyon
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Atriyal Fibrilasyon Ablasyonu
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Gizli Serebral Infarktiis:
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Long-term Qutcomes of Catheter Ablation of Atrial Fibrillation:

A Systematic Review and Meta-analysis

Anand N. Ganesan, MBBS, PhD; Nicholas ). Shipp, PhD; Anthony G. Brooks, PhD; Pawel Kuklik, PhD; Dennis H. Lau, MBBS, PhD;
Han S. Lim, MBBS, PhD; Thomas Sullivan, BMa, CompSc; Kurt C. Roberts-Thomson, MBBS, PhD; Prashanthan Sanders, MBBS, PhD

Background—In the past decade, catheter ablation has become an established therapy for symptomatic atrial fibrillation (AF).
Until very recently, few data have been available to guide the clinical community on the outcomes of AF ablation at =3 years of
follow-up. We aimed to systematically review the medical literature to evaluate the long-term outcomes of AF ablation.

Methods and Results—A structured electronic database search (PubMed, Embase, Web of Science, Cochrane) of the scientific
literature was performed for studies describing outcomes at =3 years after AF ablation, with a mean follow-up of =24 months after
the index procedure. The following data were extracted: (1) single-procedure success, (2) multiple-procedure success, and (3)
requirement for repeat procedures. Data were extracted from 19 studies, including 6167 patients undergoing AF ablation. Single-
procedure freedom from atrial arrhythmia at long-term follow-up was 53.1% (95% CI 46.2% to 60.0%) overall, 54.1% (95% CI 44.4%
to 63.4%) in paroxysmal AF, and 41.8% (95% CI 25.2% to 60.5%) in nonparoxysmal AF. Substantial heterogeneity (I“>50%) was
noted for single-procedure outcomes. With multiple procedures, the long-term success rate was 79.8% (95% Cl 75.0% to 83.8%)
overall, with significant heterogeneity (IEPBU%).The average number of procedures per patient was 1.51 (95% Cl 1.36 to 1.67).

Conclusions—Catheter ablation is an effective and durable long-term therapeutic strategy for some AF patients. Although
significant heterogeneity is seen with single procedures, long-term freedom from atrial arrhythmia can be achieved in some
patients, but multiple procedures may be required. (/ Am Heart Assoc. 2013;2:e004549 doi: 10.1161/JAHA.112.004549)

Key Words: ablation * arrhythmia * atrial fibrillation * long-term outcomes
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AF Ablasyonu Basarisi
N: 6167, 19 calisma
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Circulation. 2013 Sep 23. [Epub ahead of print]

Inhospital Complications Associated with Catheter Ablation of Atrial Fibrillation in the United States between
2000-2010: Analysis of 93,801 Procedures.

Deshmukh A Patel MJ Pant 3 Shah M, Chothani A Mehta K, Grover P Singh V Vallurupalli 5, Savani GT, Badheka A, Tuliani T, Dabhadkar K, Dibu G, Reddy
YW, Sewani A, Kowalski M, Mifrani R, Paydak H, Viles-Gonzalez JF.

University of Arkansas for Medical Sciences, Little Rock, AR.

Abstract

BACKGROUND: AF ablation has tremendous progress with respect to innovation, efficacy and safety. However limited data exists regarding burden
and trends in adverse outcomes arising from this procedure. The aim of our study was to examine frequency of adverse events due to Atrial Fibrillation
(AF) ablation and influence of operator and hospital volume on outcomes.

METHODS AND RESULTS: Using the Mationwide Inpatient Sample (NIS) we identified AF patients treated with catheter ablation. We investigated
commaon complications including cardiac perforation and/or tamponade, pneumothorax, stroke, transient ischemic attack (TIA), vascular access
complication (consisting of hemorrhage/hematoma, vascular complication requiring surgical repair, and accidental arterial puncture), and in-hospital
death described with AF ablation and defined them by validated Intemational Classification of Diseases (9th Edition) Clinical Modification (ICD-8-CM)
diagnosis codes. An estimated 93,801 AF ablations were from the 2000 to 2010. The overall frequency of complications was 6.29% with combined
cardiac complications (2.54%) being the mast frequent. It was followed by vascular complications (1.53%), respiratory complications (1.3%) and
neuralagical complications (1.02%). The in-hospital mortality was 0.46%. Annual operator (<25 procedures) and hospital valume (<40 pracedures)
were significantly associated with adverse outcomes. There was a small (non-significant) rise in averall complication rates.

CONCLUSIONS: The overall complication rate was 6.29% in patients undergoing AF ablation. There was a significant association between operator
and hospital volume on adverse outcomes. This suggests a need for future research into identifying the safety measures in AF ablations and
instituting appropriate interventions to imprave overall AF ablation outcomes.

KEYWORDS: Hospital volume, Operator volume, catheter ablation, complication, fibrillation
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AF Ablasyonu Komplikasyonlari

ABD: 2000-2010
islem Sayisi: 93.801

6,29

7
Hastane ici 6lim: % 0.46
6 N43%1
5
4
3
2
1,53 13
1,02
N I
0 - .
Kardiyak Vaskiiler Respiratuar Ndrolojik
N 2383 1435 1219 959

Circulation 2013

TOPLAM
5900



Atriyal Fibrilasyon Mekanizmasi
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AF’yi cok mu gec¢ tedavi ediyoruz?

YAPISAL

REMODELLING

saatler

ELEKTRIKSEL (ETIKLEYICILER
REMODELLING

saatler
gunler

Cosio FG, et al. Europace 2008;10:21-7.




AF Siniflamasi

Ik defa teshis edilen atriyal fibrilasyon

“Persistent “*
(>7glin veya KV gerekir)

Uzun sireli
“Persistent “(>1yil)

“Permanent”**
(kabul edilmis)

*Israrcl; sebat eden; **kalici



Turkiye'de AF Prevalansi

(N: 3450)
Turkiye’de Tahmini Prevalans 310.000 kisi

32-59 yas

1,55 B 60-69 yas

W 70 Ustl

B Timdu

A. Onat, Adalet K ve ark.. 2008




Atriyal Fibrilasyon
Olim Nedenleri
N: 25 exitus/67 AF: 3450

Kanser i Diger
12%

A. Onat ve ark. TKD Arsivi 2008




AF vakalarin cogunlugunda onceden mevcut olan
kardiyovaskiler hastalik zemininde ortaya c¢ikar..

AF gelisimini aciklayabilecek kardiyak
veya pulmoner hastalik bulgusu
yoktur.

.y

m
.y

Lone atriyal fibrilasyon
(idiyopatik AF)

Genellikle bnceden mevcut hastalik
zemininde atriyal yapisal “remodelling”

Sekonder atriyal fibrilasyon
sonucu olarak ortaya gikar.

( Y[ _ \( )
»  Akut KV nedenler » KroniK KV nedenler » Non-KV nedenler
® Miyokard infarktlsu ® Hipertansiyon ® Hipertiroidi
® Kalp cerranhisi ® Koroner arter hastahgi ® Pulmoner hastalik
® Miyokardit ® Konjestif kalp yetersizligi ® Obezite
[

Valvul hastaliklari

ACC/AHA/ESC 2006 guidelines Eur Heart J 2006;27:1979-2030.




AF ilerleyici bir hastaliktir.

» Atriyal doku zamanla degisebilen bir substrate saglar.

Y Paroksismal
o 4 AF

Persistent

AF

Atriyumun
elektriksel “remodelling”i

Permanent
AF

N

yapisal “remodelling”i

Atriyumun

J

AEV: Atriyal erken vurular

AT: atriyal tasikardi
ACC/AHA/ESC 2006 guidelines Eur Heart J 2006;27:1979-2030.




Europace. 2013 Oct 1. [Epub ahead of print]

Management of atrial fibrillation in seven European countries after the publication of the 2010 ESC Guidelines on
afrial fibrillation: primary results of the PREvention oF thromboemolic events--European Registry in Atrial
Fibrillation (PREFER in AF).

Kirchhof P Ammentorp B, Darius H, De Caterina B, Le Heuzey JY Schilling RJ, schmitt ) Zamorano JL.

University of Birmingham Centre for Cardiovascular Sciences and SWBH NHS Trust, City Hospital, School of Clinical and Experimental Medicing, College of Medical and Dental
Sciences, Institute of Biomedical Research IBR 136, Birmingham B15 2TT, UK.

Abstract

AIMS: We sought to describe the management of patients with atrial fibnllation (AF) in Eurape after the release of the 2010 AF Guidelines of the
European Society of Cardiology METHODS AND RESULTS: The PREFER in AF registry enrolled consecutive patients with AF from January 2012 to
January 2013 in 461 centres in seven European countries. Seven thousand two hundred and forty-three evaluable patients were enrolled, aged 715 +
11 years, 60.1% male, CHADS,VASC score 3.4 £ 1.6 (mean £ standard deviation). Thirty per cent patients had paroxysmal, 24.0% had persistent,
1 2% had long-standing persistent, and 36.6% had permanent AF. Oral anticoagulation was used in the majonty of patients: 4799 patients (66.3%)
received a vitamin K antaganist (VKA) as mona-therapy, 720 patients a combination of VKA and antiplatelet agents (9.9%), 442 patients (6.1%) a new
oral anticoaqulant drugs (NOAC). Antiplatelet agents alone were given to 808 patients (11.2%), no antithrombotic therapy to 474 patients (6.5%). Of
7034 evaluable patients, 5530 (76.6%) patients were adequately rate controlled (mean heart rate 60-100 bpm). Half of the patients (50.7%) received
thythm control therapy by electrical cardioversion (18.1%), pharmacological cardioversion (19.5%), antiarthythmic drugs (amiodarone 24.1%,
flecainide or propafenona 13.5%, sotalal 5.5%, dranedarone 4.0%), and catheter ablation (5.0%). CONCLUSION: The management of AF patients in
2012 has adapted to recent evidence and quideline recommendations. Oral anticoagulant therapy with VKA (majority) or NOACs 1s given to over 80%
of eligible patients, including those at risk for bleeding. Rate is often adequately contralled, and rhythm control therapy is widely used.



Atriyal Fibrilasyon

ESC 2010 kilavuz sonrasi; PREFER in AF
7 Avrupa lilkesi, 461 merkez, N: 7232 hasta
Yas: 71.5+11,% 60 erkek; CH,DS,VASc skor: 3.4+1.8

W Paroksismal

M Persistan
W Uzun slreli per.
B Permanen

Yas: 71.5+11,% 60 erkek; CH2DS2VASc skor: 3.4+1.8



AF Tedavisi Ilk Adim

AA ilac baslamadan 6nce presipite eden veya reversibl
olan nedenleri tedavi etmeli
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Atriyal Fibrilasyon

ESC 2010 kilavuz sonrasi; PREFER in AF
7 Avrupa tilkesi, 461 merkez, N: 7232 hasta
Yas: 71.5+11,% 60 erkek; CH,DS,VASc skor: 3.4+1.8

19,5

18,1

Elektriksel CV Farmakolojik CV
Yas: 71.5+11,% 60 erkek; CH2DS2VASc skor: 3.4+1.8



AFASAK
SPAF
BAAATAF
CARS,
SPINAF
EAFT
Tlhrm il

AFASAK
sPAF
EAFT
EESP=E 1
&5 F
LI -TI1IA
TOrmil

AFASAK |
AFASaK 11
EAFT
FATAF
SPAF

Tibrmii

Draz Ayarh Warfarin ile Plasebho Earsilastiril masi
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Stroke Onlenmesi
Aspirin
Aspirinin stroke gelisimini engelleme giicii zayif

Major kanama veya intrakraniyal kanama riski

ozellikle yaslilarda oral anti-koagiilan ilaclardan
farkli degil. ..

ASP veya ASP+Clodipogrel oral anti-koagiilan
tedaviy1l reddeden veya tolere edemeyen hastalara
sinirli olmali

ASP 1ile total veya KV mortalitenin azaldigina
iliskin veri yok.
ESC 2012



Ne kadar gerceklesiyor?

lefin listiinde INR: Hedef degerde

%6 %15

Subterapdtik INR Warfarin almayanlar
7l3 %65




Uygun Oral Antikoagiilan
Tedavisi Stroke Nedeniyle Oliim

* Cohort ¢alisma: NonRI]szflﬂhAZaf]l@B@si 1skemik stroke’lu)

* Warfarin alanlar karsilastirildiginda, iskemik stroke’dan sonraki 30-gtinliik
mortalite riski INR <2.0 olanlarda, INR >2.0 olanlara nispeten asikar

yuksek
/ \
1.0 T4 MZZ.O
Aspirin
0.9
—__
Warfarin, INR<2.0 '
w 0.8
g None
=
— 0.77
e
@
0.6 - p=0.002
0 " T T T T T 1
5 10 15 20 25 30
Glnler
\ J

Hylek EM, et al. N Engl J Med 2003;349:1019-26

INR: international normalised ratio;

OAC: oral antikoagulan



ACTIVE A
Stroke azalmasi
Aspirin vs aspirin+clopidogrel

[ : \
1.0 0.15 = L -289,
= 0p<0.001

0.8 0.10 -
2 Aspirin
5
g 0.6 0.05- Clopidogrel plus aspirin
-
© 0.00 : : : :
S 04— 0 1 2 3 4
S
=
'

0.2-

Aspirin
e Clopidogrel plus aspirin
0.0 - : | : :
0 1 2 3 4
Yillar
\ J

Primer hadiselerde, clopidogrel + aspirin, tek basina aspirine gore % 11 risk azalmasi
saglar (p=0.01). Bu azalma baslica stroke azalmasi ile iligkildir (Median takip suresi

3.6 yil)
Connolly SJ, et al. N Engl J Med 2009;360:2066-78



Zayif-Risk Faktoru Orta-Risk Faktoru

Kadin
65-74 yas

Koroner kalp hast.

Hipertiroidi

ACCF/AHA/HRS Kilavuzu 2013

>75 yas
Hipertansiyon

Kalp yetersizligi

EF<% 35
D. Mellitus

Atriyal Fibrilasyon

Anti-trombotik Tedavi

Yuksek-Risk Faktoru
Eski stroke
Gecici iskemik atak

Sistemik emboli

Romatizmal Mitral Darligi

Prostetik kapak



Sinif |

Tromboembolinin Onlenmesi

» Lone AF, yas<60 disinda anti-trombotik tedavi uygulanmalidir.

A

[ Herhangi bir yuksek-risk )

Bir orta-risk faktoru 1

)=

warfarin kontrindike ise

ACCF/AHA/HRS Kilavuzu 2013 AFL’de de AF gibi tedavi gerekir (I, C)

A faktdri —
veya q

>1 orta-risk faktoru )
lla, A TN

Diistik riskli hastalar veya W Y

warfarin (INR 2.0-3.0)

aspirin (81-325 mg/gun)
veya
warfarin (INR 2.0-3.0)

aspirin (81-325 mg/gun)

-




Terapotik aralikta gecen sure neden onemli?

ACTIVE-W calismasi

TTR<%65 TTR=>%65
12
12 RR=0.93 (0.70-1.24) RR=2.914 (1.61-2.85)
p=0.61 p<0.0001
10 10

Klopidogrel + ASA

8 =il 8

Oral antikoagulan J_r"]_‘

Klopidogrel + ASA

Olay orani (%)
o

Olay orani (%)
o

o

2 2
Oral antikoagulan
D I I 1 u 1 I I 1
0.0 0.5 1.0 1.5 0.0 0.5 1.0 1.5
yil vil
Klopidogrel + ASA 1598 1527 1156 439 1737 1625 1233 488
Oral Antikoagllan 1600 1525 1152 417 1771 1697 1306 507

Sekil 1: TTR orani medyan (%65) dederin altinda ve istiinde olan merkezlerde tedavi edilen hastalarin inme, miyokard enfarktiis,
sistemik embolizim ve vaskuler 6lim agisindan kiimulatif risk oranlari. RR: Rélatif Risk, C+A: Klopidogrel ve Aspirin

Cl I:I .'_J
Circulation. 2008;118:2029-2037; originally published online October 27, 2008.



Atriyal Fibrilasyon
Stroke onlenmesi

ilag sinifi Anti-koagiilan Faz Ili
(warfarin’le karsilastirma)
VKAs tecarfarin (ATI-5923) EmbraceAC:Primer son nokta basariimadi
(warfarin’e Ustunluk)
FXa rivaroxaban ROCKET-AF recruiting,
inhibitorleri 1 calisma devam ediyor
edoxaban Engage AF TIMI48 recruiting
apixaban ARISTOTLE recruiting
AVERROES recruiting (*vs aspirin)
betrixaban (PRT 054021) -
YM150 -
idraparinux (s.c.) AMADEUS (Lancet 2008;371:315-21)
idrabiotaparinux (s.c.) BOREALIS-AF recruiting
Direkt trombin  dabigatran RE-LY tamamlandi, RELY-ABLE recruiting
inhibitorleri

Modified from Turpie AGG, Eur Heart J 2007;29:155-65;
http://clinicaltrials.gov




Stroke veya Sistemik Emboli

110 mg Dabigatran: Warfarin kadar etkili, kanama daha az
150 mg Dabigatran: Warfarin’den daha etkili, kanama warfarin ile ayni

Warfarin
Dabigatran,
110 mg

Vs “ Dabigatran,
150 mg

b
o
o=
B
m
[ |
o
I
2
5
3
£
3
w

13
Months

Mo. at Risk

Warfarin B022
Dabigatran, 110 mg 6015
Dabigatran, 150 mg 6076

The NEW ENGLAND
JOURNAL of MEDICINE

Connolly SJ et al. N Engl J Med 2009;361:1139-1151



ESC 2012

Yeni Anti-trombotik Ajanlar

Mekanizma Oral direkt trombin Oral direkt faktor Xa Oral direkt faktor Xa
inhibitord inhibitord inhibitora

Biyoyararhlik % 6 % 60-80 % 50

Pik dlizeye ulasma 3 saat 3 saat 3 saat

Yarilanma Omri 12-17 saat 5-13 saat 9-14 saat

Atilim % 80 renal 2/3 karaciger, 1/3 % 25 renal, % 75 diski

renal
Doz 2x150 mg/glin 1x20 mg/glin 2x5 mg/gin
Bobrek 2x110 mg/giin 1x15 mg/gin 2x2.5 mg/giin

disfonksiyonunda doz



Yeni Anti-trombotik Ajanlar ESC 2012

Dabigatran Rivaroxaban Apixaban
RE-LY ROCKET-AF (ARISTOTLE)

Calisma dizeni Randomize, acgik Randomize,cift kor Randomize, cift kor

Hasta sayisi 18.111 14.264 18.201

Yas ort. 71.54+8.7 yil 73 (65-78 yas) 70 (63-76 yas=

Takip siresi 2 yil 1.9 yil 1.8 yil

Erkek orani % 63.6 % 61.3 % 64.5

Ortalama CHADS, 2.1 3.5 2.1

Gruplar Doz ayarl warfarinile Doz ayarli warfarinile Doz ayarli warfarin ile
2x150 ve 2x110 1x20 mg/gin 2x5 mg/glin

mg/glin dabigatran rivaroxaban



Yeni Anti-trombotik Ajanlar ESC 2012

Olay %/yil Dabigatran Rivaroxaban Apixaban
RE-LY ROCKET-AF (ARISTOTLE)

Warfarin Dabigatran Warfarin Rivaroxaban Warfarin Apixaban

Stroke/sistemik 1.69 1.11 2.4 2.1 1.6 1.27
emboli p<0.001 p<0.001 p<0.001
iskemik stroke 1.2 0.92 1.42 1.34 1.05 0.97
p<0.03 p=0.581 p=0.42
Hemorajik stroke 0.38 0.10 0.44 0.26 0.47 0.24
p<0.001 p=0.024 p<0.001
Major kanama 3.36 3.11 3.4 3.6 3.09 2.13
p=0.31 p=0.58 p<0.001
intrakraniyal kanama 0.74 0.30 0.7 0.5 0.80 0.33
p<0.001 p=0.02 p<0.001
Ekstrakranial kanama 2.67 2.84 - - - -
p=0.38
Miyokard infarktusu 1.02 0.81 1.1 0.9 0.61 0.53
p=0.12 p=0.09 p=0.37
Olim 4.13 3.64 2.2 1.9 3.94 3.52
p=0.051 p=0.13 p=0.047



Kanama Durumunda Yapilacaklar

Dabigatran Tedavisi Sirasinda Kanama

Yasami tehdit eden

Hafif kanama Orta-ciddi kanama K "
anama

Bir sonraki dozu Semptomatik tedavi
geciktirin veya tedaviyi Mekanik kompresyon
uygun bir sekilde
sonlandirin

* rFVlla veya PCC™

S * Aktif karbon
Cerrahi girisim filtrasyonu™*

Sivi replasmani ve
hemodinamik destek
Kan ve kan Grtnleri
transfliizyonu

Oral aktif karbon™
Hemodiyaliz

- Olimciil kanama, semptomatik intrakraniyal kanama, hemoglobin degerinde en az 5 g/dL azalmaya yol agan kanama, en az 4
Unite tam kan veya kan Urunleri transfizyonuna neden olan ve intravendz inotropik ajanlarin kullanilmasini gerektirecek kadar
hipotansiyona yol agan kanama, cerrahi girisime ihtiya¢ duyalan kanama

" PCC = protrombin kompleks konsantresi; rFVlla = rekombinant Faktor Vlla A
™ Klinik deneyim olmayan teorik yaklagim.

van Ryn J, et al. Thromb Haemost 2010;103:d0i:10.1160/TH09-11-0758



AF’de yeni tedavi amaclari

ling’
Re'g‘,’,f':m;"g ! Upstream tedaviler

Kardiyovaskuler
morbidite & mortalite’nin Dronedarone*
onlenmesi

Yeni antikoagulan veya
Antiplatelet’ler

Tromboemboli’nin
onlenmesi

N\ (

Hiz kontrolu Yenl ||a9|ar’?

A4

Ritm kontrolu Yeni anti-aritmik ilaclar

AMNCOrOXRP>P=SA>T

—N<>OM- =TMP



Dronedarone KV hastane yatisi veya olum
riskini %24 azaltir.

4 ™
50 4 = Plasebo ve standard tedavi*
=== Dronedarone (DR) 2x400mg/gun ve standard tedavi*
40 - Relative risk

e J l % 24
~ azalma
n
o
3 30
(2}
k=
T 20 -
)
E HR=0.76
X 10 4 0<0.001

NNT: 13

0 T 1 1
Month
0 6 12 18 24 30 oe
. /

«Standard tedavi: Hiz kontrol ilaglari (beta-bloker ve/veya Ca-antagonist ve/veya digoxin) ve/veya anti-trombotik tedavi ve/veya diger KV ilaglar
*(ACEIs/ARB ve statinler)
Ort. takip 21 £5 ay. HR: hazard ratio

Hohnloser SH, et al. N Engl J Med 2009;360:668-78; http://www.fda.gov/downloads/AdvisoryCommittees/
CommitteesMeetingMaterials/Drugs/CardiovascularandRenalDrugsAdvisoryCommittee/UCM136957 .pdf
(accessed 11/06/09)



Dronedarone KV olumu %29 azaltir.

~ " ™
ATHENA 7.5 - Plasebo ve standard tedavi |
Dronedarone (DR) 400mg 2x1 ve standard tedavi*
S
n
C
5.0 -
3 |
(7]
£
4=
©
= -
E 25 - 29% azalma
Z Rélatif risk
HR=0.71
p=0.03
O = I 1 1 1 1 Aylar
Patients at risk: 6 12 18 24 30
DR 400mg 2x1 2,301 2,274 2,240 1,593 615 4
- J

«Standard tedavi: Hiz kontrol ilaglar (beta-bloker ve/veya Ca-antagonist ve/veya digoxin) ve/veya anti-trombotik tedavi ve/veya diger KV ilaglar
*ACEIs/ARB ve statinler)

Ort. takip 21 £5 ay. HR: hazard ratio
Adapted from Hohnloser SH, et al. N Engl J Med 2009;360:668-78



Dronedarone aritmik olumu azaltrr.

Plasebo Dronedarone ° o
n=2,327 n=2.301 HR 95% ClI P degeri
Tum-nedenlere bagl 139 116 0.84 | 0.66-1.08 | 0.18
olim
Non-KV 6liim 49 53 110 | 0.74:1.62 | 0.65
KV 6liim 90 63 071 | 0.51-0.98 | 0.03
Kardiyak non-aritmik 18 17 095 | 0.49-1.85 | 0.89
olim
Kardiyak aritmik 48 26 055 | 0.34-0.88 | 0.01
olum
Vaskuler non- 24 20 0.84 | 0.47-1.52 | 0.57
\ kardiyak olum

*including stroke

Hohnloser SH, et al. N Engl J Med 2009;360:668-78




-

Dronedarone stroke’u %34 azaltir..

4 Plaseb tandard tedavi* A
- asebo ve standard teda
ATHENA 5 Y v |
Post-hoc Analysis === Dronedarone (DR) 400mg 2x1 ve standard tedavi*
T 4-
3 1
o 37
O _ ]
£
()
2 2-
<_§ 34% azalma
= Relatif risk
>
© 14 HR=0.66
p=0.027
04 T T T | 1
Ayl
0 6 12 18 24 30 YV
Risk
Hasta:
DR 400mg2x1 2301 2266 2223 1572 608 4 y
.

Connolly SJ. Presented at the ESC 2008: http://resources.escardio.org/Webcast/ESC-2008/4482/ (accessed 11/06/09)



Atriyal Fibrilasyon

Ventrikul Hizinin Kontrolu

e Digoksin Bazen hizli ventrikiil cevapli

kronik atriyal fibrilasyon

« Kalsiyum kanal
blokerleri dilate kardiyomiyopati’ye

— Verapamil yol agabilir. Hiz kontrolu

_ Diltiazem saglanabilirse sol ventrikul

fonksiyonu da dramatik
* Beta blokerler olarak diizelebilir.




Atrial Fibrilasyon
Ventrikuler Hiz kontrolu

ORGANIK KALP HASTALIGI VAR

ORGANIK
KALP
HASTALIGI
YOK

Hipertansiyon
(SVH -/+)

Koroner
Kalp
Hastahigi

DKMP/
Konjestif
Kalp
Yetersizligi

Hipertrofik
CMP

Ik
tercih

Verapamil
Diltiazem

Verapamil
Diltiazem

Betabloker

Digoksin

Betabloker
Verapamil

Ikinci
Tercih

Betabloker

Betabloker

Verapamil
Diltiazem

Betabloker
Diltiazem

Diger secenekler etkisiz ise

Amiodarone-Dofetilide de etkili




Atriyal Fibrilasyon’da Hiz Kontrolu ACCE/AHAJHRS Kilavuzu: 2013

Kanit
Diizeyi

Oral beta bloker veya verapamil-diltiazem: Persistan ve permanen AF: I B
IV beta-bloker (esmolol, metoprolol, propranolol) veya verapamil-diltiazem: Akut AF I B
IV digoksin veya amiodarone: Kalp yetersizligine eslik eden AF I B
Oral digoksin: Kalp yetersizligi, diislik EF veya sedanter hayat, istirahat hizi I C
Digoksin+beta-bloker veya verapamil-diltiazem: Tek basina ilag yeterli degil ise lla B
AV node ablasyonu: ilaglar etkisiz veya yan etki nedeniyle kullanilamazsa veya lla B

tasikardiyomiyopati (I1b) gelismis ise

IV amiodarone: Diger tedbirler yetersiz veya kontrindike ise lla B

IV procainamide veya ibutilide: AF ve aksesuar yol varsa ve E-CV gerekli degilse

Oral amiodarone tek basina veya kombine olarak: BB, kalsiyum antagonisti veya digoksin
yeterli degilse

IV procainamide, disopyramide, ibutilide veya amiodarone: Aksesuar yolu kullanan AF “-




Atriyal Fibrilasyon’da Hiz Kontrolu

Kanit
Diizeyi

Digoksin: Paroksismal AF’'de tek basina kullanilmamal [ B
IV diltiazem-verapamil: Kalp yetersizliginde kullanilmamali [ C
IV digitalis veya verapamil-diltiazem: Aksesuar yol varsa kontrindikedir. [l C
Persistan AF’de siki hiz kontroli (istirahat: 80/dk, efor: 110/dk) 6zel durumlar disinda (ciddi 11 B

semptom olmasi, EF'nin % 40’in altinda bulunmasi) yararh degildir.

ACCF/AHA/HRS Kilavuzu: 2013



CAST-l

Post-MI Prognoz: Plasebo vs. Encainide/Flecainide

Plasebo (n = 743)

*. Encainide veya
Flecainide (n = 75%5)

>
o~
S
1
o
©
whd
7
©
L
N
"
>
Lo
o

91 182 273 364 455

Post-randomizasyon (gunler)

Echt DS. N. Engl J Med. 1991;324:781-788.




Antiaritmik llag Tedavisi Etkisi

Sinif 1A
Sinif IB
Sinif IC
Total

Sinif Il: B-Blokerler

Sinif lll: Amiodarone

Sinif: Kalsiyum Blokerleri

Teo K. JAMA. 1993;270(13):1589-1595.

Mortalite Riski

|
Azalma

P =.00001

—H= P=NS

[ | | 1 | | | | | [
0.5060.70.8091.0111.21.3141.5

Odds Ratio




CTAF: llk AF niiksii gelismeyen hastalar
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Takip Gunleri

Roy D, et al. N Engl J Med 2000;342:913-20



Organik Tutulum Olmayan Hastalarda Antiaritmik
llaclarla Ritm Kontroli ESC 2010

Organik kalp hast yok veya minimal tutulum

Vagal
AF

+
e




Hiz KonrolU ve Ritm Kontrolu



Atriyal Fibrilasyon

Hiz vs Ritm Kontrol Calismalari

Calisma Primer Sonlanma Hiz kontrolii Ritm kontrolii P

PIAF (2000) Semptom diizelmesi 76/125 (% 60.8) 70/127 (% 55.1)

RACE (2002) KV 6lim, KKY, siddetli 44/256 (%0 17.2) 60/226 (% 22.6)
kanama, PM, TE, AAD
ciddi yan etki

STAF (2003) Total mortalite, 10/100 (% 10) 9/100 (% 9)
serebrovaskiiler
komplikasyon, CPR,
emboli

AFFIRM (2002) Total mortalite 310/2027 (% 26)  358/2033 (% 26.7)

HOT CAFE (2004) Oliim, TE, major kanama 1/101 (% 1) 47104 (% 3.9)




Kimulatif Mortalite

_ 30+ P=0.08
&
ey
m
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o
=
' E
=
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—
S
Mor 3
Years
MNo. oF DeaTss number {parcant)
Rhythm control O 20 (d4) 175 (8] 257 (13) 314 {18} 352 (24}
Rate control o T8 (4) 148 {7 2101111 275 {16} J06 (21}

NEJM 2002; 347: 1825-1833 AFFIRM



Sinus ritmi saglanmasi mortalitey1 azaltir!
(Retrospektif Analiz)

95% ClI, 0.30-0.64 99% ClI, 39-72
P<.0001 P<.0001

<=
D
>
oy
T
-
@)
=
£
C
O
—
(@)
o
©
()]
n'd

47%

AFFIRMT

*Danish Investigations of Arrhythmia and Mortality ON Dofetilide.
TAtrial Fibrillation Follow-up Investigation of Rhythm Management.

The AFFIRM Investigators. Circulation. 2004;109:1509-1513.
Pedersen OD et al. Circulation. 2001;104:292-296
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Atriyal Fibrilasyon
ESC 2010 kilavuz sonrasi; PREFER in AF

7 Avrupa Ulkesi, 461 merkez, N: 7232 hasta
Yas: 71.5+11,% 60 erkek; CH,DS,VASc skor: 3.4+1.8

78,6

50,7

Hiz kontrol basarisi Ritm kontrol ¢cabasi
Yas: 71.5+11,% 60 erkek; CH2DS2VASc skor: 3.4+1.8



Kardiyoversiyon sonrasi 30 glinlik klinik sonuclar (ITT analiz)-
ARISTOTLE

Warfarin
(n=412)

Stroke or SE

M 1 (0.3%) 1(0.2%) 2 (0.2%)
Major bleeding 1 (0.3%) 1 (0.2%) 2 (0.2%)
Death 2 (0.6%) 2 (0.5%) 4 (0.9%)

Adapted from Flaker et al. J Am Coll Cardiol 2013; doi: 10.1016/j.jacc.2013.09.062
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Atriyal Fibrilasyon
ESC 2010 kilavuz sonrasi; PREFER in AF
7 Avrupa Ulkesi, 461 merkez, N: 7232 hasta

Yas: 71.5+11,% 60 erkek; CH,DS,VASc skor: 3.4+1.8

24,1
j ;

"B

Amiodarone Flec-Propa. Sotalol
Yas: 71.5+11,% 60 erkek; CH2DS2VASc skor: 3.4+1.8

Dronedarone



