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74 ans &

FR : HJA. v
Ostyslipidémie. @@«
> &
& Tabagisme sevré.
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’%TCD - Carcinome epidermoide en 1999(
Uvuloplastie et amygdalectomle}RX et CH.

- Thyroidectomie partlgcﬁe en 2001 pour
nodule toxique.



- PM pour IVIRA en 2004 .

\ Ne0p|a§4«e du colon en 2007 ( hemicolectomie,s
gaughe et chimiotherapie ). &

(@

(;ardlopathle ischémique avec un IDM I@»ﬁt"eral

“sur une occlusion de la CX prommaleqﬁns en
‘9\% charge par ATL primaire.



#Bilan
(\{(@{Q\QQ
- Facteurs deeqf'lsque maitrisés.
- PM regLﬁ en mode VVIR du fait de la
verminence de la FA. &
%0\2\ (\@'@
- FEVG 45% ( séquelle latérale a type &
Ao’ hypokinésie ). &
‘19\% @%@é@%
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T[ﬁltement
* Previscan (@*NR stable entre 2 et 3).
o )etens;ﬁl 10 mg. \Q’
. Rarporf)onl 5 mg. @@0&&6\
ATdactazme 25mg.
chb@% CreStOr Smg- @@%ﬁoo
oec)\*f\d>6
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* Consulte p@eﬂr dyspnée et oppression

thorau@gue
Exarmén clinigue quelques rales sibilants aux
ba%es @
K +“ECG non contributif car EE.
e Troponine 150 ug/I . &&@“”f




Corgﬁ% rographie

Q@

Restengge sub-occlusive de la CX
proxm\ale ATL plus stent actif

. \\\'QJ :
O
&QJ

Dbse de charge aspirine( SOng)
& "et plavix (300mg).

@
Q
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Traltement de sortie

* Previscan. e

3 Aspeglqzﬂe 100mg. &
Playﬁ( 75 mg. o
Qetensml 10mg.

@\%@% Ramlprll 5mg &

* Crestor Smg. 8
* Aldactazine 25mg.
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* 1 mois hémgfc’ragie digestive sévere ayant

nece55|te gne transfusion (Polype tubuleux ©
dysplasmue ).

. Arrgf trlple thérapie et mis sous bithérapie A\J@fé

O

ASpeglc persistance du saignement. S

Q

«“Arrét de la bithérapie pendant 1mois mcﬁs SOus
@ée

AVK seul mais les INR sont labiles. ¢

e Consulte pour hémiparésie ma|n§\€|r0|te et
aphasie transitoire (Scanner erﬁaveur d’'un AVC
minime et ETO thrombus mkfa auriculaire.
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Mise sous )@?elto 15mg et Plavix 75 mg.

* A nouvaau hémorragie digestive. f’
. Arrogetz“du Xarelto et Aspegic et remise sousA\?K
%eﬁl.
° &
" INR labiles et 3 3 mois perS|stance du
thrombus intra auriculaire.

@.



[ PAT: 37.0C
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Quel traitement ?

« AOD

\i‘

Poursug;tcé AVK.
. Bitogfera oie: antiagrégant ( A-P ou autre).
@ftewera nie AVK- AA.
o "Bithérapie AOD- AA. e

Qvé@

 Fermeture Auricule?? ( Thrombuﬁ intra
c;?\

auriculaire) &
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Etudes FA/ SCA

* Probleme recuren&fen cardiologie +++

* Entre 20 et 4°§% de patients en FA sont coronariens selon .
les sériess

0%&0\ Q{b&e}\@e‘
ed\&o é"’@@
I;ﬁtre 25 et 40% des patients sous AOD et aspn;me ou AAP
e 538%des patients bénéficiant d’'une ATJf sont en FA

,\o

* Facteurs de risques communs et paﬁlologles parfois
intriqués c)o@

The AFFIRM Investigato eﬁm Heart J 2002;143:991-1001; 2. Capodanno D et al, Circ Cardiovasc Interv 2014;7:113-124;
Kralev S et al, PLoS One2011;6:e24964; 4. Bahit MC et al, Int J Cardi 12013 170:215-220

AF, atrial fibrillatio A, acetylsalicylic acid; NOAC, non-vitamin K antagonist oral anticoagulant; NVAF, non-valvular atrial
fibrillation; PCI,@'cutaneous coronary intervention; VKA, vitamin K antagonist

Lip et al. Thromb Haemost 2010;103:13-28;
Lip et al. Eur Heart J 2014;35:3155-79;
Goto et al. Am J Cardiol 2014;114:70-8
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Qertltudes
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. PreventL@n thromboembolique repose sur Ies

ANTIGOAGULANTS
<\/\°v @@QQ
eo ~\o°<°
*“AAP efficacité moindre &



Etude BAFTA Q«o

antlcoagulant (AVK) vs aspirine chez le sujet > 75@«6'
ans: o

/\ oS

—cftude randomisée, > 480 patients /bras &

6

+°— SUPERIORITE des AC en prévention des AVC |sgh°em|ques

Q
&

b‘ /
«°  — Risque hémorragique COMPARABLE &
P &
o%&é‘\@
aspirine c,«\AVK
AVC i + embolies 48 .Qf 24 p=0.003
S
Hémorragies 25 &9 25

BAFTA Study Lancet 2007; 370-493-503
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Etude active@b\°’7°\°/ (2006)
RandomLs‘ée 6600 patients

§
EY
ASA +&£1op|dogrel vs AVK &
Q’b
(/]
Superlorlte des AVK &
&
K \0600
Qg KQ'Q
C) @
o <>
\‘b© G‘e'%’

P Critere Clopidogrel +ASA Warfarlne @? RR p
AVC 5,64 3,63 6«0\ 1,45 0,0002
Saignements 2,4 2,2 \x{\°° 1,06 0,67

Oéo
b\\
=]
oo&&
‘b©q/b(
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Clopidogrel plus aspirin versus oral anticoagulation for atrial fibrillation in the Atrial fibrillation Clopidogrel Trial with Irbesartan for prevention of Vascular Events (ACTIVE W): a randomised controlled trial.
ACTIVE Writing Group of the ACTIVE Investigators., Connolly S, Pogue J, Hart R, Pfeffer M, Hohnloser S, Chrolavicius S, Pfeffer M, Hohnloser S, Yusuf S.
Lancet. 2006 Jun 10;367(9526):1903-12.



https://www.ncbi.nlm.nih.gov/pubmed/16765759

Ischaemic stroke associated with warfarin,
aspirin and clopidogrel in patients with AF

= 82854

0%

@f HR (95% CI)
L‘.farfz@% monotherapy _ 1 [Reference]
Asgsiin monotherapy . . 1.83 (1.73-1 q-&gQ
eﬁﬁ\ﬂpldugrel monotherapy 1.86 (1.52- 2&2’?";
Aapmn + clopidogrel 1.56 (1 1@“’2 A0)
Warfarin + aspirin * 1 9*@‘?14 1.40)
Warfarin + clopidogrel g}a r‘i (0.35-1.40)
Triple therapy .\@?@1 45 (0.84-2.52)

\
. N
H Cy
I F'IIIIII ] I O\D'I'Ill

1.0 & 10.0
N
Hazard Ratio (95 % Cl)

OQq

Hansen et al. Arch Iint Med 2010; 170: 1433-1441




Bleeding associataed with warfarin, aspirin
and clopidecgrel in patients with AF

= 82854

@%"’é HR (95% Cl)
Warfangﬁnﬂnntheraw ; 1 [Flaferanca]
Asp@ﬂ monotherapy : 0.93 (0.88- B@E]
Cgébmngrel monotherapy ; 1.06 (0 6?1 29)
OO@Aspmn + clopidogre! 1 stw 34-2.04)
" Warfarin + aspirin 1«58\3 (1.72-1.96)
Warfarin + clopidogrel Q?@é 3.08 (2.32-3.91)

<

Triple therapy & 3.70(2.89-4.76)

Hazard Fiatm (9@% Cl)

Aé

Hansen et al. Arch Int Med 2010; 170: 1433-1441
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AVERROES: Study.design'?

\\0

Mean follow-up: 1.1 f@@@
ears &

Randomised,

Patient pTquIation ddoouubbllee-;dbljlnqcrjn’y

e Patients 250 years with

NVAF and
>1 risk factors for stroke

Not receiving VKA therapy

(demo=strated or expected
to ke unsuitable for VKA)

o The primary objective of the trial was to determine if

composite outcome of stroke or systemic embolism¢”

\)%

* Primary efficacy outcome: stroke or systemic ergebollsm

* Primary safety outcome: major bleeding 8}0

*

= = 3 =3

O
**The selection of an ASA dose of 81, 162, 243, or 324 mg was at the d/scf%tlon of the investigator with 91% of

subjects receiving either an 81 mg (64%) or 162 mg (27%) dose at r@ﬁdom/sat/on

ASA, acetylsalicylic acid q,©
N

1. Apixaban SmPC 2014 i
2. Connolly et al. N Engl ] Med 2011;364:806-17

apixaban was superior to ASA for the prevention of th@6




AVERROES: Apixaban reduces stroke or
systemic embolism W|thout increased major
bleeding vs. ASA Qf

'0

Stroke or sys’g@?mc embolism

(primary thﬁ)cacy outcome)

HR apixaban: 0.45

(95% CI: 0.32-0.62)
c§<0 001 for superiority

Apixaban

0.020 -

0.015 -

0.010 -

0.005 A

Major bleeding
(primary safety outcome)

HR with apixaban: 1.13
(95% Cl: 0.74-1.75)
P=0.57

Apixaban

18

Connolly et al. N Engl J Med 2011;364:806-17
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Coronary sten? implantation e Atrial fibrillation @
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& Cardiac Events
10 ) ; !
- o) Fifa1.44 {118-176) parhO00d . \\P
s & i —~T ¢
R Es ] ; 175\

§ Oral Anticoagulation Dual Antiplatelet : &@Q

E 1'__:: 0496 — $

2 =

= 8 i

.gge? £ s
@ Dual Antiplatelet E

g

L3 28—

1 e T ———
7 14 21 28
] T
Days after Stenting 0 04 @ 10 15
&O i
ISAR, NEINM 1996 «0\\”% ACTIVE-W Lancet 2006
o
p— . . O,
-— Dual Antiplatelet -3 Oral Anticoagytation
Q&"
&
o
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AOD recommangés en 1°'¢ intention

<

&
E»é l &Q}\Q
éosz\« | ah ée}&
600 i /! | \.\ \}(}\oo
& a s Oral anticoagulation indicated Q@°
@0000 or anticoagulant O shoud e Assess for contra-indications ‘S@,‘Q’
Q> treatment (I1B) { ids :ﬁl - } Correct reversible bleeding | <9
20 i () . riskfacors &€
S ’ ¢

> ‘, |
LAAoccluding devices
may be considered in

patients with clear contra-

indicafions for OAC (IIbC) &

2 Includes women without other stroke risk factors o

® [1aB for women with only one additional stroke risk @‘&?or
¢IB for patients with mechanical heart valves or mﬁal stenosis

www.escardio.org/quidelines

European Heart Journal - doi:10.1093/eurheartj/ehw210

EUROPEAN
SOCIETY OF
CARDIOLOGY*



Quelles sont Ies Luestions posées en
éas de SCA

* Quel ACO eet’quel AA?
. QuellesA association a utilisée? %
. ngﬁ’es est la durée de cette association? &

C)E . o(\
b\} \56\
Jt~,) 6
9 ©
& &S

© )
¢ &g
N

& - En fonction du tableau clinique.
- En fonction du risque hemorraglque

- En fonction du type de Staﬁt
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&
573 patients under\né%m 1:1 randomization St U dy fl OW C h @ rt
)
Q
(/]
&
&
\ 4 > \ 4
«:)
. &
284 were assigned tQ ¢ 289 were assigned to
Double therapy 8“@’ Triple therapy group o
4 \é‘;\\
Q xQ
< X
& &
) ©
& N\
P RE
/\o\\? > No PCI (n=3) No PCI (n=1) < @sz»
K &
&
> D
o> O
- 66 &c
Qq@ » Withdrawn informed consent (n=2)* Withdrawn informed consent (n=2)* :,Q‘O—
@Oo &
% >
@"b ‘QJI
(19'3’ > Lost to follow up (n=1) Lost to follow up (n=1);§ <
&

A 4

A 4

Did not meet inclusion criteria (n=1)

<
Did not meet inclusioﬁ\\’ériteria (n=2)
%‘\

A

o
3

b\\
2

A 4

279 patients were included in
Intention to treat analysis

N
QOQQ

284 patients were included in
Intention to treat analysis

©
N

Q
* withdrawn informed consent; in double group 2 patients and triple group 1 patient wate included in intention to treat

analysis until the day of withdrawal
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Primary Endpoint: Total num‘ber of TIMI bleeding events
Q
50% 1T Tnplg\‘ﬁ‘\erapy group
0,
— Dgﬁble therapy group 44.9%
2
T 40%
Q
o]
S
8 .
5 308
o >
T AC
£ >
O
b\.}%ﬁ 19.5%
& 3 20% p—r @&
&9 § &
@Q (@) @
N &00
‘6’
0% 0<0.001 &
\%@
HR=0.36 95@[0 26-0.50]
0% - S
| | | | | | T |
6\3
0 30 60 90 120 180 {Qe 270 365
CPQQ
Days gg
‘b©q/
n at risk: 284 210 194 186 181 1719\ 159 140

279 253 244 241 241 236 226 208
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Secondary Endpomt gﬁeath MI,TVR, Stroke, ST)

ive incidence
<,

Q,
Cumu

20%

15 %

g

n at risk:

%
9%

Tnplg\‘ﬁ‘\erapy group
— Dgﬁble therapy group

Q;
s»"”*
,\O
. rg'

60

<
'0"0

17.7%

11.3%

0 30 60 90 120 180

)
284 272 270 266 261 252:19\
279 276 273 270 266 263

365

223
234
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We propo‘%@ffhat a strategy of oral anticoagulants plus

o W
& @
&

.\\\'QJ'

0@

clopiddgrel, but without aspirin could be applied&;ﬁ@this

S
& Q)@Q
& N

@é@group of high-risk patients on OAC when u@pﬁ&ergoing PCl



Rivaroxaban is the Fllgst & Currently Only NOAC to
Provide Data Frgzm a Dedicated RCT in AF-PCI

Q
"@((\e
<
o Y q
Design: An opgﬁ-label, randomized, controlled phase lllb safety study
@Qﬁo
@
<9
: Rivaroxaban 15 mg OD*# plus single antiplatelett
/opulation \ [ ;
patients with & WOEST like
'\0 ..
paroxysngé Decision for Rivaroxaban 2.5 mg BID* Rivaroxaban 15 mg OD*
persisteptor DAPT plus DAPTS plus low-dose ASA _ & 1 mo: 16%
permg&ént duration: 1, > 6ﬁ\—bl 6 mos: 35%
. 1 O | :
NV@:&?' 6 or 1h2 ATLAS like ] I @Qﬁ 4 12 mos: 49%
@ﬁderg0|ng PCI ROUELE : /\0‘5@ :
9[ F(with stent VKA (INR 2.0-3.0)1 | & |
S \Iacement) Y, plus DAPTS 1 VKA pl%sz%w-dose SN 1 mo: 16%
> & J 6 mos: 35%
| 0 0
[ Standard of;cbare ] : eSS
~2~ 1
O -
DAP:[Cﬁuration End of treatment
(1 or Q,%r 12 months) (12 months)
o(\Q
*CrCl 30-49 ml/min: 10 mg OD; #first dose 72—-96 hours after sheath removal; *clopldﬁrel (75 mg daily)
(alternative use of prasugrel or ticagrelor allowed, but capped at 15%); SASA (75— 1@9%g daily) plus clopidogrel (75 mg daily)
(alternative use of prasugrel or ticagrelor allowed, but capped at 15%); Ffirst dogéblz—n hours after sheath removal
(1/
1. Janssen Scientific Affairs, LLC. 2016. https://clinicaltrials.gov/ct2/show/NCT01830543 [accessed 10 Oct 2016];
2. Gibson CM et al, Am Heart J 2015;169:472—-478e5; 3. Gibson CM et al, New Engl J Med 2016; doi: 10.1056/NEJMo0al1611594 PIONea

AF- PCI



Both Rivaroxaban Straategles was Associated With
Slgnlflcam’cly Improved Safety

Q)Q

o
Rivaroxaban 15 mg OD plus single agtﬁ)latelet vs VKA plus DAPT: HR=0.59; (95% Cl 0.47-0.76); p<0.001

Rivaroxaban 2.5 mg BID plus DABEi)vs VKA plus DAPT: HR=0.63 (95% Cl 0.50-0.80); p<0.001

@
@
:&0\) @’
PR~) b\
30 - %060 \{\‘Q}
b0 \‘0 o Q)o}
@ _ 26.7% @
T X 254 RS
T 2
Q< X
o .g d 6{@‘0
S
) 5 %@,ﬁ ,~\\o°
| S S @)
g = &
£ 16.8% R
EE 15- o
& T
35 T I
oS S oo 10 @60 B Group 3 (VKA plus DAPT)
'S = )
g 'S &0‘\\ Group 2 (Rivaroxaban
E S 54 ¥ 2.5 mg BID plus DAPT)
}
= Group 1 (Rivaroxaban
. . 15 mg OD plus single
OT—T T 1 | I 1 antiplatelet)
0O 30 60 90 180 270 (\q@ 360
3
Time (days) .é&c’
>
©
N
Q
(1/

Gibson CM et al, New Engl J Med 2016; doi: 10.1056/NEJM0a1611594] PIONem

AF- PC[



Efficacy was Corpparable Between All
Three Tra@tment Strategies™

Rivaroxaban 15 mg OD plus single ar&&%latelet vs VKA plus DAPT: HR=1.08; (95% Cl 0.69-1.68); p=0.750
Rivaroxaban 2.5 mg BID plus DABQPVS VKA plus DAPT:

KQ’
@
<9
, .s\\QJ'
—\‘0"0 \b
2 ,Q\@
{00" é\'\
,\\o_, \\Qe
& %
0= 6 - 6.0% et
OS] e&
o x &
) °
60 = (‘}3
) v N
0(\% o _ X
eo 3 4 @
o - &0\)
< &
©
9 Q@Q . Group 3 (VKA plus DAPT)
2 - 2
(>.) &0\ Group 2 (Rivaroxaban
«00 2.5 mg BID plus DAPT)
N Group 1 (Rivaroxaban
O
0 CF\ . 15 mg OD plus single
| | | | I - P | antiplatelet)
O 30 60 90 180 QQ@?7O 360
. (9)
Time (days) @@0
f],b‘
©
,\‘b
*Trial not powered to definitively demonstrate either superiority or non- |nfer‘3fr|ty for efficacy endpoints

Gibson CM et al, New Engl J Med 2016; doi: 10.1056/NEJMo0al611594
AF- PC\



RE-DUAL PCI™ tests the hypgt*‘hesw of non-inferiority in safety of
dual antithrombotic the(qapy with dabigatran vs triple therapy
{@Q@ with VKA

?
<
&
@60 Dabigatran 150 mg BID + P2Y12 inhibitor’
&R i n=2500
,\o&"’ : (~834 per arm) .
Patients with 06'0% : 6@@{\
& N
:'VAF_ & Q Dabigatran 110 mg BID + P2Y12 inhibitor® I Primary \Q)e?\
undergoing |r—g@— i B
PClwith  |o¥ l fsnT‘:_lpo'W
stenting & : ' gﬁa;or
3 I I oroéhNM
O
{0& : : Warfarin (INR 2.0-3.0) + P2Y12 inhibitor + ASA* _;Oﬁee"'“g
O
0000 | [ \\)\QJ‘@I
@q,b% I Randomization I 6-month minimum treatment duration with 6,‘0 1 1-month
& | <120 hours I follow-up at 1, 3, 6, 9, 12, 15, 18, 24, and @@‘e’ | follow-up
P I post-PCl* I 30 months post-randomization or end of trla&z? I
&O\
~2~§O\> Estimated completion March 2017
O
DS

*Study drug should be administered 6 hours after sheath removal and no later thaho<120 hrs post-PCl (<72 hrs

is preferable). 'Dabigatran arms: ASA discontinued at randomization. *Warfan&qarm ASA discontinued 1 month after bare metal
stent or 3 months after drug-eluting stent. 0°

ASA, acetylsalicylic acid; CRNM, clinically-relevant non-major; ISTH, Interq}&ﬁonal Society
on Thrombosis and Haemostasis; PCl, percutaneous coronary mterver}m\%@n .
R, randomization. Boehringer Ingelheim Clinical Trial Protocol, N ) 4 ™
Trial No. 1160.186; ClinicalTrials.gov: NCT02164864; Bl, data on file v "é’ R E D U A L P C l

Study in NVAF patients undergoing PCI



@
© %) RE-DUAL PC|
Study objective and design o0 1 YAE ption

RE-DUAL PClI tests the safety and efficacy of two regimens of dual therapy with

dabigatran without aspirin vs triple therapy with warfarin

O ES
. b°l'he primary endpoint was time to first ISTH major or clinically relevant non-major bleedlg\rg
0} Formally tested and powered endpoints included: QJQ‘O
_e@eao — Non-inferiority of 110 mg and 150 mg dual therapy groups on time to first ISTH\%a]or
@q?‘ or clinically relevant non-major bleeding event.
Q\‘b — Non-inferiority of both dual therapy groups combined on time to first evergtbf death,
v thromboembolic event (MI, stroke, systemic embolism) or unplanned ra@ascularlzatlon
— Superiority testing of the bleeding endpoints &0\
+ 100% of outcome events were independently adjudicated by blindedge%(ternal committee
%ﬂ
O
3
60
ISTH, Intarnational Society of Thrombosis and Haemostasia; M, myocardial infarction Mon-inferiority testing (margin 1.38) {Q;%
O
oS
5
@fv




Primary Endpoint: ‘F?me to first ISTH major
or clinically releua"nt non-major bleeding event

xQ
&
Q)Qe
A\
{\\'Q)
>
Q

2 RE DUAL PCI

1 MYAF palienis undergeing PCI

@ N
& N
40 + p f‘o A0 - 6\'\
HR: 0. 5%1‘95% Cl: 0.42-0.63) Wartarin HR: 0.72 (95% Cl: 0.58-0.88) @’
5. Nomfhferiority P<0.0001 triple therapy 35 Non-inferiority P<0.0001 mﬂ "ILafh";ra 0
¥  P<0.0001 P=0.002 P X

30 <0 30| <@
e P
g- 25(? 25 ]
s igatran 150 mg

é}@o"zﬂ . —_— i |#tk‘leram,r
QOE 15 | Dabigatran 110 mg 15 | \0
] dual therapy &0\)
E 104 10 4 ) 0),
(4
&
54 54 'Q?.)
<
X9
U 1 1 1 1 1 U 1 1 1 IO\\' 1 1 1 1
a o0 180 270 360 450 540 &30 720 * 1) 180 27 o 360 450 40 630 720
Time to first event (days) Tﬁgatn first event (days)
O
Full analysis set presented. HAs and Wald Cls from Cox proportional- hazard model. For the dabigatran 110 mg vs warfarin comy n, the model is stratified by age, non-elderly vs eldearly

=70 or 270 in Japan and <80 or zB0 years old elsewhere). For the dabigatran 150 mg vs warfarin comparison, an unstratified
inferiority P walue is one sided (alpha=0.025). W ald two-sided P value from (stratified} Cox proporicnal-hazard model (alphaa{M5)
@

| iz used, eiderly patientz outside the USA are excluded. Mon-

N
c)°°Q



Prima'ﬁ' endpoint: ISTH major or
cllch’:ally relevant non-major bleeding event

2) RE-DUAL PCI

Study in NYAF pationts U

©
&
&Oo 95 -
& HR: 0.52(95% Cl: 0.42-0.63)
Q) a0 | P<0.0001
25
20

ARR: 11.5%

Patients with outcome event (%)

HR: 0.72 (95% Cl: 0.58-0.88)

P=0.002

ARR: 5.5%

!

Dabigatran 110 mg Warfarin triple therapy Dabigatran 150 mg
dual therapy (n=981) dual therapy
(n=081) (n=763)
Ay
S
3
‘Wald two-sided P valus from (stratified] Cox proportional-hazard model (alpha=0.05). ARR, absolute risk reduction b\)
@
&®
O
.Q,&
™
Vv
©
N

O (n=764)

Woarf; '!Qn’ple therapy




-

Timqi‘f'% death or thromboembolic event, or “2) RE-DUAL PCI
Lg{@efanned revascularization 7 S A alents g gong P

&0
o
&00 20 - a5 R
R ¥ 18 HR: 1.04 (95% CI: 0.84-1.29) 20 &
00 E 184 Non-inferiority P=0.0047 = ;Qo(\
O = 14l = 25 O
° 13.79% 5 Dabigatran (combined doses}ob\>
E 12 7% 8 20 dual therapy Q\
2 5 @
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Mon-inferiority P value iz one sided (alpha=0.025). Results presented are Step 3 of hisrarchical testing procedure, testing non-inferiority of da@an dual therapy (combined doses) to warfarin triple
therapy in death or thromboembolic event and unplanned revascularzation
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Conclusions e T
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In patients with @E@WI'I-:J have undergone PCI:

Dual therapy with dabigatran and a P2¥12 antagonist significantly reduced the
risk of bleeding versus warfarin triple therapy, with non-inferiority for overall
thromboembolic events

Absolute risk reductions with dabigatran dual therapy were 11.5% and 5.5% in
ISTH major or clinically relevant non-major bleeding at the 110 mg and
150 mg doses, respectively, compared with warfarin triple therapy

These dabigatran dual therapy regimens, using doses approved worldwide for stroke
prevention, offer dinicians two additional options for managing Afib patients post-PCI
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Dem@graphlcs

Bewce Patients

6\
Characteristic QQ@boc} PROTEQLA; PRt P value
o N=463 N=269
- 71.7 + 8.8 (463 74.0 + 7.4 (269 S

Age, years @4”‘@ (46.0, 95(.0) | (50.0, 94(.0) | o001 &
Gender (Malelé@ 326/463 (70.4%) 182/269 (67.7%) 0.252 Q@&é@
CHADS, Sgare 22+12 26+1.0 <. wf
(Contu@bus) (1.0, 6.0) (1.0, 6.0) $°
cnws Risk Factors &
¢ CHF 124/463 (26.8%) 63/269 (23.4%) @‘”

Hypertension 415/463 (89.6%) 238/269 (88. 5%;)x

Age > 75 190/463 (41.0%) 140/269 (sgoﬁ%)

Diabetes 113/463 (24.4%) 91/263@3 8%)

Stroke/TIA 82/463 (17.7%) 744;%9 (27.5%)

PROTECT AF and CAP: Reddy, VY et al. Circulation. 2011;123:417-424.
PREVAIL: Holmes, DR et al. JACC 2014; In Press



Patient-Level Meta-Analysis
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Patient-Ley\éﬁ Meta-Analysis
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'mmm@ of anticoagulation (see bleeding flow chart)
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Contra-indication bo" Consider further information to allow informed judgement
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— = @@Q Factors supporting withholding of OAC: [ Factors supporting reinidation -:i'DA'l::ﬁ
& |
,&0 Bleeding cocured an adequately dosed Bleeding ooccured on VICA or in setting of
é‘e. MOWC or In setiting of treatment rtermuption | overdose
P or underdosing Traumatic or treatzble causs
6&0 Oider agn Younger age
&5\\ Lincontrolled hypertension Well controlled hypentension
K Cortical blesd Bazal gangila bleed
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L’assouatlcm’ FA et coronaropathie est
frequentee

e Le r@cours a I'angioplastie doit nous faire &
reﬁechlr sur 'association therapeuthuea
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'alternative au traitement médicaﬁienteux est
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la fermeture de 'auricule 9



