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1. Go AS. et al. JAMA 2001;285:2370-2375. 2. Fuster V, et al. / Am Coll Cardiol. 2006;38:1231-1265.
3. Lloyd-Jones DM, et al. Circulation 2004;110:1042-46.
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Relative Risk of Stroke and Mortality
in Patients with/without AF

Stroke rate (NR-AF) : 5%l/yr

Stroke

Mortality

Relative Risk
I
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_...-— Presentation
|, EHRAscore

Associated disease
Initial assessment

' Oral anticoagulant
. Aspirin

None

+ Rhythm control

~ " Antiarrhythmic drugs
Ablation

_ Statins/PUFAs

Others

2010 ESC Guideline. Europace 2010;12:1360-1420
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Recurrence of AF Proarrhythmia

Dronedarone + 053 (0.40, 0.72, P=0.0002) I 145 (1.02, 2.08) P=0.043

Propafenone + 0.36 (0.28, 0.48, P<0.0001) . 4,06 (1.13, 14.52) P=0.035
Amiodarone + 0.22 (0.16, 0.29, P<0.0001) . 9.45(0.69, 42.93) P=0.0%
Sotalol + 0.40 (0.31, 0.52, P<0.0001) . 6.4 (1.03, 40.24) P=0.047

Flecainide . 0.31(0.19, 0.49, P<0.0001) . 6.77 (0.85, 54.02) P=0.067

0.1 02 0.5 1 1 2 5 10 100

Freemantle N, et al. 2011 Europace
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Late Single Procedure Success > 3 years

Success (95%Cl) Paroxysmal AF
Sartini 2008 4 - 54.1% (95% CI: 44.4-63.4%)
Katritsis 2008 T E— IZ = 79.1%

Fiala 2008 a .
Fiala 2008 b 1,

Gaita 2008 a P |
Gaita 2008 b P — .
Ehargava 2009 P ——
Sawhney 2009 —'.
Hunter 2010 —

Ouyang 2010 ——

Medi 2011 =

Matsuo 2011 P —B—
Winkle 2011 P —i—

Gaita 2008 a N —i—

Gala 2008bN —&— Non-paroxysmal AF
* 41.8% (95% CI: 25.2-60.5%)

——
Hurter 2010 N ——
Matsuo 2011 N - =B -
e 12 = 83.7%
—-
s 3

Paroxysmal

Mon-paroxysmal

Rostock 2011 —il—
Winkle 2011 M —
Pappone 2003
Fratola 2008
Shah 2008
Bertgalia 2010
Tzou 2010 ——
Weerasooriya 2011
Hussein 2011

Overall success
53.1% (95% CI: 46.2-60.0%)
12 = 87.6%

Mixed

0 1 Ganesan AN, et al. 2013 J Am Heart Assoc
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Late Multi-procedure Procedure Success > 3 years

0
Success {95 A'Cl) Paroxysmal AF
f‘ll'it;iguimﬁ —H— 79.0% (95% CI: 67.6-87.1%)
r— 1ala a ——
£ Fiala 2008 b - I? = 89.8%
¢ Gaita 2008 a 1 -
X' Gaita 2008 b —-
= Sawhney 2009 —-
n  Bhargava 2009 P [
Cuyang 2010 — -
Y m!ai”ﬁu P S — Non-paroxysmal AF
5 Gaita2008aN = 77.8% (95% CI: 68.7-84.9%)
> Gaita 2008 b N —- , 5
& B Bhargava 2009 N . I2 = 71.9%
0 5§ Rostock 2011 — .
< 2 winkle 2011 N —-—
o ﬁm’fsgfg =2 Overall success
X \Weerasooriya 2011 — - 79.8% (95% CI: 75.0-83.8%)
2 Hussein 2011 - I2 = 83.9%
. )
0 1

Ganesan AN, et al. 2013 J Am Heart Assoc
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Major Complications

Type of Complication

No. of Patients Rate, %

Death 25 0.15
Tamponade 213 1.31
Pneumothorax 15 0.09
Hemothorax 0.02
Sepsis, abscesses, or endocarditis 2 0.01
Permanent diaphragmatic paralysis 28 0.17
Total femoral pseudoaneurysm 152 0.93
Total artero-venous fistulae 88 0.54
Valve damage/requiring surgery 11/7 0.07
Atrium-esophageal fistulae 6 0,04
Stroke 37 0.23
Transient ischemic attack 115 0.71
PV stenosis requiring intervention 48 0.29
Total 741 4.54

Updated World Survey, Cappato R, et al. Circ EP 2010;3;32-38
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AF X| 29| 31|

- %f= N USEX BHlE
— Limited efficacy
— Significant side effects

[ Questions ? }
M-S Bel= &= Olshstn A=71?

M S2 X|=0f Ciet F20| SHEZP?
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AF g0l

Endocrine Idiopathic
Hyperthyroidism * Lone AF
Pheochromocytoma
DM
Autonomic Atrial Factors
Vagal mediated AF :ItrUCt'urTI I‘emczldtle.lin
Adrenergically induced AF ectrical remodeling

Genetic Factors, Heart Diseases

Age, Sex
VHD (esp, mitral valve ds
HF
CAD
HT (w LVH)
. Obesity . *  Etc., HCM, DCM
Life style . Sleep apnea Inflammation
Alcoho

WONKWANG UNIVERSITY @



Upstream Therapy

* To prevent or delay myocardial
remodeling associated with
hypertension, heart failure, or
inflammation (e.g. after cardiac
surgery) may deter the development
of new AF (primary prevention) or
once established, its rate of recurrence
or progression to permanent AF
(secondary prevention).

WONKWANG UNIVERSITY



AF X| 2% H2

Endocrine Idiopathic
Hyperthyroidism * Lone AF
Pheochromocytoma
DM
Autonomic Atrial Factors
Vagal mediated AF . Sltruct.urslal remoddf’“n
Adrenergically induced AF *  Electrical remodeling

Genetic Factors, Heart Diseases

Age, Sex
VHD (esp, mitral valve ds
HF
CAD
HT (w LVH)
. Obesity . *  Etc., HCM, DCM
Life style . Sleep apnea Inflammation
cono
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AF and Cardiovascular Continuum

Myocardial —  Neurohormonal
Infarction activation

A

Remodelin
/ g

Subclinical Organ \
Damage
Carotid IMT Ventricular
o dilati
Mlcroalbummuna lation
Risk factors Heart Failure
Hypertension
Diabetes
Smoking

Obesity

Manolis AJ, et al. Curr Hypertens Res 2012;14:350
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Hypertension

Hypertension
LV Hypertrophy Activation of renin-
LV systolic and/or |« »|  angiotensin-aldosterone
diastolic dysfunction system

[ AN

Changes in Ca

A Left Atrial Atrial 0 Infl;mr:natory handling and
-» pressure and [« hypertrophy e A Oxidative 5,"955 «—>» expression of ion &
size and fibrosis t Sytr_np?thetlc channel & gap
activation .
Junction
| ]
|

Atrial structural and electrical remodeling

Atrial

Fibrillation
Lau YF, et al. ) Human Hypertens 2012;26:563
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Prevalence of Hypertension
in AF Trials
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Manolis AF, et al. J Hypertens 2012;30:239
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Hypertension

Framingham Study - 38 year F/U

Risk Factor—
Age-Adjusted OR Adjusted OR
Risk Factors Men Women Men Women
Cigarettes 1.0 1.4t 1.1 1.4
Diabetes 1.7¢% 2.18 1.41 1.6%
ECG-LVH 3.08 3.88 1.4 1.3
Hypertension 1.8% 1.78 1.5% 1.41
BMI .03 | UL — —
Alcohol 1.01 0.95 — —

BMI = body mass index; ECG-LVH = echocardiographic left ventricular
hypertrophy; OR = odds ratio.

*2.vear pooled logistic regression; Tp <0.05; ¥p <0.01; $p <0.001.

Adapted from JAMA.”

Kannel WB, et al. Am J Cardiol 1998;82:2N
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HT and AF

* Therapeutic target?
— RAAS inhibitor
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Direct and Indirect Atrial Actions
of Angiotensin II

Angiotensin || | < Local ACE 1 Cardiac Disease
V4 T
Ventricle s Atrlum

* LVH Atrial fibrillation
* Ventricular fibrosis

* Abnormal relaxation
« Atrial pressure? * Fibroblastst — atrial fibrosis

« Atrial stretch? > Direct effect — electrical remodeling
Substrate

for atrial fibrillation

‘ Atrial vulnerability T
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Inhibitors of RAAS

« Treatment of hypertension

« Reduce morbidity and mortality in patients
with HF or systolic dysfunction after Ml

* Prevent the development or recurrence of AF
— Prevention of LA dilation

— Prevention of atrial fibrosis

— Slow of conduction velocity

WONKWANG UNIVERSITY @
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Hypertension

OR 0.67

Losartan Atenolol

[
N
1

N=8851
HTN + LVH

[
o
T

New onset AF
1,000 person-year
o o

N
T

N
T

o

Wachtell et al. J Am Coll Cardiol 2005
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Inhibitors of RAAS
-Primary Prevention-

Treatment Contro Point estimate Test for the overall Test for
= / " Point estimate Test for the overall Test for

fi in) effect, Z heterogeneity, X°

All AF oN oN
Madrid, 2004 191/3631 337/3619 0.57 (0.39 - 0.82) 2.98, P<0.0001 43.93, P<0.0001
Healey, 2005 1517/27089 2002/29220 —— 0.72 (0.60 - 0.85) 3.74, P<0.00001 48.50, P<0.0001
Anand, 2006 1655/32253 2083/37416 —— 0.82 (0.70 - 0.97) - -
Jibrini, 2008 1487/26973 1979/29016 —O— 0.81(0.759-0.865) - P<0.001
Scheider, 2010 2552/42732 3158/44316 —— 0.67 (0.57 - 0.78) 5.24, P<0.00001 100.83, P<0.0001
Primary prevention HTN i
Healey, 2005 496/12114 744/14289 -3 0.88 (0.66 - 1.19) 0.82, P=0.4 13.34, P=0.0013
Anand, 2006 649/19644 864/21680 X 0.94 (0.72 - 1.23) -
Jibrini, 2008 467/11995 713/14084 e 0.769 (0.686 - 0.992) -  P<0.001
Schneider, 2010 987/25849 1283/27645 —— 0.89 (0.75 - 1.05) 1.39, P=0.17 17.98, P=0.003

0.2 0.4 0.6 0.8 1.0 1.2 1.4

ACEIs/ARBs better No ACEIs/ARBs better

ESC guidelines on management of AF recognize the potential of RAAS
inhibitors for primary prevention of AF in patients with hypertension,
particularly with LVH (class Ila, LOE B)

Savelieva I, et al. Europace 2011;13:308
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"+ Ectopic foci

Heart Failure

Susceptible atrial
substrate
Modulating o
_ factors y " lon channel and gap
) junction remodeling
. i I Y
AJtereu_:I action « Alterations in
potential currents_i conduction and
» * Intracellular calcium refractoriness
overload L
« Heterogeneous L Cellular excitation
distribution of
, connexins i . -
N » * Increased firing
from ectopic foci
. A suchasthe
C H F Mechanical remodeling /| pulmonary veins
» *Increased left atrial 'O S 4
= _ stretchand pressure \\ i i + Triggered activity

" Gl & O P * Reentry — >

|y, [ st wih - Automaticity

L~ \ . impaired \. /

[ Neurohormonal conduction and

activation |/ wavefront
*Renin-angiotensin- / . fragmentation )
» aldosterone axis O\ = &
activation e
« Adrenergic SN -

. stimulation ) *__‘_ Ischemia A4 ,
rd ™
|« Irregular ventricular

contractions
« Impaired left atrial
contraction
| * Tachyarrhythmia )
AN ..,
Traditional factors Factors promoting AF in CHF Potential mediators
promoting AF

Lubitz SA, et al. Heart Fail Clin 2010;6:187
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Heart Failure

New York Heart Association Functional Class

I I1-111 -1V IV
60

49.8

Prevalence of AF (%)

SOLVD SOLVD V-HeFT CHF-STAT DIAMOND GESICA CONSENSUS
Prevention Treatment CHF

Maisel WH and Stevenson LW. Am J Cardiol 2003;91:2D
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Heart Failure

Framingham Study - 38 year F/U

Risk Factor—
Age-Adjusted Adijusted
_ Odds Ratio Odds Ratio

Cardiac
Conditions Men Women Men Women
M 2.2* 2.4* 1.4°F 1.2
Heart failure 6.1% 8.1% 4.5% 594
Valve disease 2.2% 3.6% 1.8* 3.4%

Ml = myocardial infarction.

*p <0.01.

Tp <0.05.

to <0.001.

Adapted from JAMA.”

Kannel WB, et al. Am J Cardiol 1998;82:2N
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Heart Failure and RAAS Block

Heart Failure Trial RR
(95% CIl random)

TRACE ——

SOLVD — -

Val-HeFT -

CHARM -

Total el
DT1 052 1 l5 110

Favours Favours
treatment control

Caldwell JC and Mamas MA. Heart Fail Res 2012;17:27
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Inhibitors of RAAS
-Primary Prevention-

Point estimate Test for the overall Test for

n / 2 heterogeneity, 1*
I@ﬂfgﬁﬂl Qﬁm (95% confidence interval) effect, Z nei
All AF
Madrid, 2004 191/3631 337/3619 0.57 (0.39 - 0.82) 2.98, P<0.0001 43.93, P<0.0001
Healey, 2005 1517/27089 2002/29220 —— 0.72 (0.60 - 0.85) 3.74, P<0.00001 48.50, P<0.0001
Anand, 2006 1655/32253 2083/37416 —_—— 0.82 (0.70 - 0.97) -
Jibrini, 2008 1487/26973 1979/29016 =0 0.81(0.759-0.865) - P<0.001
Scheider, 2010 2552/42732 3158/44316 —a— 0.67 (0.57 - 0.78) 5.24, P<0.00001 100.83, P<0.0001
Primary prevention CHF
Healey, 2005 307/5171 441/5148 L 0.56 (0.37 - 0.85) 272, P=0.007 15.01, P=0.0018
Anand, 2006 319/5917 456/5903 2 0.57 (0.37 - 0.89) -
Jibrini, 2008 304/5167 442/5138 —— 0.684 (0.594-0.787) -  P<0.001 -
Schneider, 2010 300/5582 434/5566 2 2 0.52 (0.31 - 0.87) 2.48, P=0.01 16.40, P=0.0003
Primary prevention M|
Healey, 2005 687/9655 763/9633 = 0.74 (0.43 - 1.26) 1.12, P=0.3 4.64, P=0.031
Anand, 2006 687/9692 763/9633 . 4 0.73 (0.43 - 1.26) - -
Jibrini, 2008 687/9655 763/9633 —— 0.898 (0.814 -0.992) - P<0.05 -
Schneider, 2010 687/9655 763/9633 o 0.72 (0.41 - 1.27) 1.13, P=0.26 4.59, P=0.03
0.2 0.4 0.6 0.8 1.0 1.2 1.4

ACEIs/ARBs better No ACEIs/ARBs better

Four meta-analysis have shown that risk of new-onset AF in patients with
CHF was reduced by 30-48%, suggesting that ACEIs and ARBs may be
effective in primary prevention of AF in this clinical setting.

Savelieva I, et al. Europace 2011;13:308
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Inhibitors of RAAS
-Secondary Prevention-

100
I No ACEI or ARB
Il ACEls or ARBs
80 4
. 71
2
. 65
o
T 60 4
= 52.151.4
2
= 44 427
= 38.1
= :
p= 40 - 36.8
=
g 257 .
o 20.5
& 201 :
0 Madrid, 2002 Fogari, 2006 J-RHYTHM IF, 2010
fid, Madrid, 2004 ogar, .
n=154, DCC (lone AF) n=250 n=318 PAF ?-P f‘-,-ﬁFo?S" ACT::!ET';Dmi 1
Amio vs. n=90, DCC PAF or DCC Amiodipine 2.5-5 mg vs. Placebo vs. (in sinus rhythm at baseline
Amio+rbesartan 300 mg Amio vs. Amio vs. Candesartan 8-12 mg Candesartan 8-16 mg Placebo vs
Follow-up 254 days Amio+Irbesartan 150 mg Amio+Losartan 100 mg Follow-up 12 months liow-u rbesart
or Amio+rbesartan 300 mg Follow-up 12 months Fo p 200 days I bes bﬂpi gcira;g: r;lg
Ii‘olow—:apn:zggcdar:; RA 1.10 (0.94-1.28)
rhesa " Yin, 2006
Ueng. 2003 ~ HRO47(027:082) 4, 00'ppp) Fogari, 2011 Belluzzi, 2009 ms;.s;;:ia;m
n=145, DCC n=177 n=391 (lone AF) PAF or DCC (88.5%)
_ Amio vs. Amio vs. PAF or DCC n=62, DCC Placebo vs.
Amio+Enalapril 20 mg Amio+Losartan 100 mg Amiodipine 10 mg vs Placebo vs. Valsartan 320 mg
Follow-up 270 days vs Amio+Perindopril 4 mg Ramipril 10 mg vs Ramipril 5 mg Follow-up 12 months
Follow-up 24 months Telmisartan 160 mg Follow-up 3 years HR 0.98 (0.85-1.14]
Perindopril: RR 0.39 (0.20-0.78) Follow-up 258 days ( )
Losartan: RR 0.36 (0.17-0.75)
- — g —
— —_——
No placebo group, mainly open-label Double-blind, placebo-controlled

WONKWANG UNIVERSITY



AF X| 2% H2

Endocrine Idiopathic
Hyperthyroidism * Lone AF
Pheochromocytoma
DM
Autonomic Atrial Factors
Vagal mediated AF . Sltruct.urslal remoddf’“n
Adrenergically induced AF *  Electrical remodeling

Genetic Factors, Heart Diseases

Age, Sex
VHD (esp, mitral valve ds
HF
CAD
HT (w LVH)
. Obesity . *  Etc., HCM, DCM
Life style . Sleep apnea Inflammation
cono

WONKWANG UNIVERSITY @



Inflammation

Hypertension Heart failure Tissue injury

\ | /
Hormones,
cytokines

Polymorphonuclear
@ neutrophil

Release of cytokines & reactive oxygen species plus

stimulation of fibroblast proliferation, differentiation, & activation

§

Ion channel dysfunction
Connexin malfunction
Apoptosis
Matrix generation
Matrix turnover

Y

Electrical

Remodeling AlIERE

Friedrichs K, et al. Trends Mol Med 2011:17:556
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CRP (mg/dL)

1.0+
0.9+
0.8
0.7 1

0.6
0.5

0.4+
0.3
0.2

0.1
0.0

Inflammation

p<0.005

p<0.005

p<0.01 !

39

71

86

Control

AF

!
Paroxysmal  Persistent

AF

Chung MK, et al. Circulation 2001:104:2886

Atrial Fibrillation Free Survival (%)

S
|

Patients with CRP level
below the median (1.92mg/L)

(o]
ul
|

O
o
!

Patients with CRP level
above the median (1.92mg/L)

o]
Ul
|

P<0.001

2]
o
!

Aviles RJ, et al. Circulation 2003:108:3006
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Inflammation

0061 — o Inflammation markers
oosd — ; - hsCRP
o X - sICAM-1
§ 0.04- - Fibrinogen
é 0.03 Subject
*_é 0.02- - Women’'s Health Study
s - 24,734
0.014 - 14.4 years
0.00

In this large-scale prospective study among women without a history of
cardiovascular disease, markers of systemic inflammation were significantly
related to AF even after controlling for traditional risk factors

Conen D, et al. Eur Heart J 2010;31:1730
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Inflammation

* A new therapeutic target?

— Statin
— PUFA

Preventioré of cardiovasct#lar
events and progression o - -
s ot rompler) [ , Underlying Sympathetic. | Necualng e aueromic
Moduiating rombogenasis heart disease activation Reduction in sympathetic
(e.g. via reduction in [CAM-1 stimulation
and E-selectin)
Antiinflammato Remodeli ng Direct effects on lon
Aramisald s = channels (PUFAs)

S i riggers K Counteracting SAC
gntmtlxznc ARl EleCtncaI 99 channel activgation (PUFAS)

egulation of activi _ i 24 i
Improvement of endothelial Sub Structural rodulatt‘lng Cfa h?ndl:‘g
funciion =) strate : Reentry K=={ fomaing” 20 keten
gg}:'gc;licﬁie;?itgﬁtion via AUtonomlc "y Indirect effects via
. angiotensin |l-dependent

Protection during ischemia Metabolomic patghway 5
via increased e-NOS activity

Atrial
fibrillation

Savelieva I, et al. Naunyn Schmiedebergs Arch Pharmacol 2010;381:1
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Post-operative AF

ARMYDA-3
Atorvastatin = == = Placebo
= 100 .
3 e
& 80 - s
E ~
7 N
£ 60 - R o
& e OR 0.39, 95% CI (0.18-0.85)
= R T
-§ Moy 0000 e eEe——
E 2 P=0.003
:
| 2 3 7 14 21 30

Post-operative days

Treatment with atorvastatin 40 mg/d, initiated 7 days before surgery,
significantly reduces the incidence of postoperative AF after elective cardiac
surgery with cardiopulmonary bypass and shortens hospital stay.

Patti G, et al. Circulation 2006;114:1455
WONKWANG UNIVERSITY @




Statins
—Primary Prevention-

Treatment Control Point estimate Test for the overall Test for

N N : (95% confidence intarval) effect. 2 heterogeneity, x2
All AF :
Fauchier, 2008 165/1775 221/1782 L 0.39 (0.18 - 0.85) 2.35, P=0.02 20.47, P<0.0001
Liu, 2008 - RCT 179/1770 2261776 —— 0.76 (0.55 -1.05 1,67, P=0.09 23.05, P=0.0008
Liu, 2008 - OS 351/1522 672/1973 9 : 0.77 (0.70 - 0.85) 4.95, P<0.0001 15.30, P=0.08
Liakopoulos, 2009 2204/10304  2041/7339 —— 0.78 (0.67 - 0.90) 3.30, P=0.001 3269, P=0.001
Rahimi, 2009 - HGS - - —— 0.70 (0.56 - 0.88) B - P<0.001
Rahimi, 2009 - HTS - - R 0.96 (0.87 - 1.07) - -
Santangeli, 2010 49/160 167/395 : 0.43 (0.28 - 0.67) - P <0.001 168, P=043
patients with pacemakers :
Primary prevention .
Fauchier, 2008 62/1542 84/1559 [ : 0.60 (0.27 - 1.37) 1.21, P=0.23 8.42, P=0.04
Liu, 2008 - RCT 61/1521 79/1539 & 0.80 (0.43 - 1.51) 0.68, P=0.50 3.91, P=0.05
Liu, 2008 - OS 48/532 113836 ——: 0.68 (0.49 - 0.94) 2.34, P=0.02 1.15, P=0.56
Liakopoulos, 2009 1243/44156 1108/3440 —— 0.66 (0.51 - 0.84) 3.34, P=0,0008  31.65, P~ 0.0001

00 02 04 06 08 10 12 14 186
Statins better No statins betier

The value of statins for primary prevention of AF has not been sufficiently
demonstrated, except perhaps for patients undergoing cardiac surgery.
ESC guideline : CHF(IIb, LOE B), Post-operative AF prevention(lla, LOE B)

Savelieva I, et al. Naunyn Schmiedebergs Arch Pharmacol 2010;381:1
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Patients with atrial fibrillation, %

Statins
-Secondary Prevention-

100 - M Statins W Control
P=0.032 P=02

90

Siu, 2003 Colivicchi, 2004  Humphries, 2007 Naiji, 2009 Tweit, 2004 Ozaydin, 2006 Almroth, 2009 Almroth, 2009 Neqi, 2010
n=62 lone AF n=825 n=114 30 da & months n=64
Any brand statin Any brand statin Pravastatin 40 mg v Atorvastatin 80 mg
Follow-up: 44 mos Follow-up: 1 year Follow-up: 6 weeks n=234 Follow-up: 12 months
HR 0.31 {0.103-0.005) OR 0.26 (0.10-0.66) Atorvastatin 80 mg HR 0.00 (0.98-1.01)
on beta-blockers Follow-up: 30 days
n=851 OR 1.07 (0.44-2.58) n=108 n=48 OR 1.44 (0.85-2.44)
Atorvastatin or an no beta-blockers Amy brand statin Atorvastatin 10 mg Mo differance at & months
simvastatin Follow-up: 2 yaars Follow-up: 12 weaks
Follow-up: 1 year HR 0.60 {0.38-0.03) AR 0.10 (0.052-0.72)
HR 0.75 {0.63-0.80) - o -
~— — — v T
Prospective open-label Prospective double-blind placebo-

Restrospective and observational studies . . . .
P controlled randomized studies controlled randomized studies
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All AF
Fauchier, 2008

Liu, 2008 - RCT

Liu, 2008 - OS
Liakopoulos, 2009
Rahimi, 2009 - HGS
Rahimi, 2009 - HTS

Santangeli, 2010
patients with pacemakers

Secondary prevention
Fauchier, 2008

Liu, 2008 - RCT

Liu, 2008- OS

Bhardwaj, 2010
post cardioversion

Treatment Control
N /N
165/1775 221/1782
1791770 226/1776
351/1522 67211973
2294/10304  2041/7339
49/160 167/395
103/233 137/223
118/249 147/237
201/417 420730

Statins
-Secondary Prevention-

'
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Meta-analysis of four RCTs showed no benefit from the use of statins on

the recurrent of AF after cardioversion.
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Polyunsaturated Fatty Acids
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Although the theoretical background and experimental evidence suggest the
antiarrhythmic effect of PUFAs in AF, proof efficacy in large-scale trials has so far
been absent. Thus, the role of PUFAs in prophylaxis of AF remains controversial.

Savelieva I, et al. Naunyn Schmiedebergs Arch Pharmacol 2010;381:1
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Obesity and Sleep Apnea
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Gami AS, et al. J Am Coll Cardiol 2007:49:565

WONKWANG UNIVERSITY



AF X| &
_...-— Presentation
|, EHRAscore

Associated disease
Initial assessment

' Oral anticoagulant
. Aspirin

None

+ Rhythm control

" Antiarrhythmic dru
AHnrinnYt -

_ Statins/PUFAs

Others
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