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AF'de inme
korumasinda

VKA, ASA’ya
kiyasla distiin

VKA, placeboya
kiyasla AF’de
inmeyi %66
oraninda
azaltiyot

Dabigatran
Faz Il AF galismasi
sonuclandi

Apiksaban
Faz Il AF calismasi
sonuglandi

Rivaroksaban
Faz Ill AF galismasi
sonuclandi

Edoksaban
Faz Il AF galismasi
sonuclandi

Meta-analizler
ve saghk
veritabanlari:
AF'de inme
korumasinda
YOAK vs. VKA
risk-yarar
karsilastirmalari
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Dar terapotik Kanama riskinde

arahig artis

siiregelen INR
Diyetteki monitorizasyonu
degisikligin etkisi ve doz ayarlama
gerekliligi

~N.

Circulation 115:2689, 2007

Diger ilaglarla
etkilesim

Yavas etki
baslangici ve
etkinin geg¢
kaybolusu

1. 2014 AHA/ACC/HRS Practice Guideline for the Management of Patients with Atrial Fibrillation. Jacc Vol. 2014 Dec 2;64(21):e1-76

2. Yao et al. Am Hearth Assoc. 2016;5:e003725.



YOAK Ortak Ozellikler

* Oral alim sonrasi hizl etki

- 2/4 saat icinde pik plazma diizeyi

- Parenteral ilaclarla ayni siire

- Sabit doz; 6ngédriilen antikoagiilan etkili plazma diizeyi
* Kisa yarilanma émru 8-12 saat

- Etki kaybi

- Guvenilirlik acisindan iyi
* Besinlerle etkilesmesi yok

- Besinle alinimi emilimi arttirmakta, rivaroxaban

* jlac etkilesimi minimal diizeyde



* Biyoyararlanim
- Fxa inhibitdrleri — Lipofilik molekiller
. Apiksaban ve edoksaban %50

. Rivaroksaban %80 — besinle alinmasi emilimi
arttirir

- Dabigatran — hidrofilik molekul
. En dastk biyoyararlanim - %7-10
. Dispepsi nedeni

. Emilimi artsin diye prodrog-dabigatran eteksilat

> 4



YOAK

* Avantajlari * Dezavantajlari
v Direkt etkili » Notralizasyon sorunu
v'Hizli etki baslangici > 1zlem gerekmiyor-monitorizasyon

o . 1 & ?
v'Yarilanma émrii kisa istenirse standart test -

» Antikoaglilasyonun gerektigi her
endikasyonda etkili mi ?

» Antidot/yiksek maliyet

v'Besinle etkilesim yok
v'ilaclarla etkilesim az
v Genis terapdtik indeks

v'Laboratuvar izlemine gerek yok



* Metabolizma
- FXa Inhibitérleri
. CYP 450-CYP 3A4
- Dabigatran
. CYP450 yi kullanmaz

* Renal Atillm
- Dabigatran %80
- FXa inhibitérleri-yaklasik %50 veya daha az



Bicavailahility

PFrodrug
(Jdearance non-reralrenal

of absorbed dose
Aasma protein binding
Diatyzability

Metabolism

Abszorption with food
Absorption with H2B/PP

Time to peak levels (h)
Himination halfkfe (h)

|:I'a|li;giﬂ:|':l:|1"]""”"'I

3-T%

Yes
205780%

35%
50-60%

(In part dialysable)
Glucoronic acid conjugation

Mo effect

—12% to 30% (not clinically
relevant)

3

12-17

50%

Mo
TIRT%

7%

14%

(Not dialysable)

CYP3AA (25%), CYP1A2,
CYP2[2, CYP2CH,
CYP2CY CYPICIS

Mo effect

Mo effect

12

62%

Mo
S0%/50%

55%

A

(Mot diatysable)
CYP3AM (4% of

elimination)

&—X2% more; minimal effect
ON EXpOosUre

Mo effect

-4
10-14

Apixaban®'’ Edoxaban® "

Rivaroxaban®' ™"

15mg20mg 66% without
food, 100% with food

Mo

65%/35%

95%
A

(Mot diatyzable)

CYPLA4 (18%)°", CYP2R
+ 39% more (see above)
Mo effect

24

5-9 (young)
11-13 h (elderly)



YOAK’larin Farmakokinetikleri

Apixaban

Bio-availability:
50%

Edoxaban

4
Bio-availability:
62%

~73%

t,=12h

~50%

L7

Dabigatran

esterase-mediated
hydrolysis

ﬁm

— Dabigatran t,=12-17h

=

Bio-availability:
3-7%

~80%

Rivaroxaban

~65%

t,= 5-Sh (young)
11-13h (elderly)

Bio-availability: i
* 66% (without food)
*=100% (with food)

EHRA

European Heart
Rhythm Association



Comparison of the efficacy and safety of new oral
anticoagulants with warfarin in patients with atrial
fibrillation: a meta-analysis of randomised trials

Christian T Ruff, Robert P Giugliano, Eugene Braunwald, Elaine B Hoffman, Naveen Deenadayalu, Michael D Ezekowitz, A John Camm,
Jeffrey I Weitz, Basil S Lewis, Alexander Parkhomenko, Takeshi Yamashita, Elliott M Antman

YOAK Varfarin [ i ] RR
(olay) (olay) Inme/ SE (%95 GA) P degeri

Apiksaban

ARISTOTLE 212/9120 265/9081

0.80 (0.67-0.95) 0.012

Dabigatran 150 mg 0.66 (0.53-0.82)

RE-LY 134/6076 199/6022

0.0001

Edoksaban 60 mg

ENGAGE AF-TIMI 48 296/7035 337/7036 +- 0.88 (0.75-1.02) 0.10

Rivaroksaban

ROCKET AF 269/7081 306/7090 0.88 (0.75-1.03) 0.12

Kombine (rastgele) 911/29312  1107/29229 0.81 (0.73-0.91) <0.0001

YOAK lehine Varfarin lehine

Bire bir ¢alisma mevcut olmadigindan ilaglar arasinda dogrudan karsilagtirma yapilamayabilir.

GA: Guven Araligi; NOAK: Non-Vitamin K Antagonist Oral Antikoagtilan; RR: Risk Orani; SE: Sistemik Emboli

Referans: Ruff et al. Lancet 2014;383:955-62



Comparison of the efficacy and safety of new oral
anticoagulants with warfarin in patients with atrial
fibrillation: a meta-analysis of randomised trials

Christian T Ruff, Robert P Giugliano, Eugene Braunwald, Elaine B Hoffman, Naveen Deenadayalu, Michael D Ezekowitz, A John Camm,
Jeffreyl Weitz, Basil S Lewis, Alexander Parkhomenko, Takeshi Yamashita, Elliott M Antman

YOAK Varfarin [Majﬁr kanama] RR

(olay) (olay) (%95 GA) P degeri
ABlsaban 327/9088  462/9052 i 0.71(0.61-0.81)  <0.0001
gg_lwgatran 150 mg 375/6076 397/6022 e 0.94 (0.82-1.07) 0.34
N 444/7012  557/7012 i § 0.80(0.71-0.90)  0.0002
Rivaroksaban —I—
ROCKET AF 395/7111 386/7125 | 1.03 (0.90-1.18) 0.72
Kombine (rastgele) 1541/29287  1802/29 211 ‘ 0.86 (0.73-1.00) 0.06

: i ' i
0.5 1.0 1.5

—  —
NOAK lehine Varfarin lehine

Bire bir ¢alisma mevcut olmadigindan ilaglar arasinda dogrudan karsilastirma yapilamayabilir.

GA: Given Araligi; NOAK: Non-Vitamin K Antagonist Oral Antikoagiilan; RR: Risk Orani

Referans: Ruff et al. Lancet 2014;383:955-62



ORIGINAL ARTICLE

Definition of major bleeding in clinical investigations of

antihemostatic medicinal products in non-surgical patients
S. SCHULMAN® and C. KEARONT ON BEHALF OF THE SUBCOMMITTEE ON CONTROL OF
ANTICOAGULATION OF THE SCIENTIFIC AND STANDARDIZATION COMMITTEE OF THE
INTERNATIONAL SOCIETY ON THROMBOSIS AND HAEMOSTASIS

*Coagulation Unil, Karolinska University Hospital, Stockholm, Sweden and Department of Medicine, HHS-General Hospital, Hamilton,
ON, Canada; and tHenderson General Hospital, Hamilton, ON, Canada

Major Kanama

Major kanama asadidaki 3 kriterden birini saglamalidir
Fatal kanama ve/veya

intrakraniyal, intraspinal, intraokiiler, retroperitoneal, intraartikiiler, perikardiyal veya

intramuskoler gibi kritik bolge veya ordanda semptomatik kanama ve/veya

Hemoglobin dederinin 20 g L* (1,24 mmol L) veya daha fazla dismesine neden
olan; iki veya daha fazla Onite tam kan ya da eritrosit transfUzyonuna yol agan
kanama olarak tanimlanir.

Iatirnal af Thramhbhacic and HaemActacic 2 ROD—A0QA



CMAJ RESEARCH

Rates of hemorrhage during warfarin therapy Ontario,1997-2008
for atrial fibrillation n= 125 195
Type of hemorrhage
Intracranial 549 (5.1) 04 (04-0.5) 0.2 (0.2-0.2) 0.2 (0.2-0.2)

Upper gastrointestinal 2829 (26.1) 40 (38-42) 0.9 (0.8-0.9) 1.0 (1.0-1.0)
)

Lower gastrointestinal 3956 (36.5) %63 46 (4.4-49) 1.2 (1.2-13) 14 (1.4-1.4)

Other 4190 (38.7) 47 (4.5-5.0) 1.3(1.3-1.3) 15 (1.5-1.5)

CMAJ 2013. DOI:10.1503 /cmaj.121218




Eszamanli
NSAIl veya
ASA kullanimi

Helicobacter Sigara ve alkol
kullanimi

Gecirilmis Ust veya
alt GIS kanama

1.Castellsague J et al. Drug Saf. 2012; 35(12): 1127-1146
2.Desai J et al. Thromb Haemost. 2013 Aug;110(2):205-12.
3.Zullo A et al. Drugs Aging. 2007;24(10):815-28




CALISMAADI | TEDAVI inme Korumas:® Major Kanama Riski® § GIS Kanama Risif*
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Dabigatran’ (110 mg BD) # * #

O e e . \ ¥
Edoksaban* (60 mg 0} o \ / A

ARISTOTLE ELIQUIS™ (apilcsabar 5 mg BD) * * >

"'-.rj_lll."-.... FEUETIF AR e

A Osineodix W OsaDUgikRisk AN DahaYoksekRisk <@ Boraer Risk / Benzer Exil



O 6 00

YAS BOBREK KILO (<60KG) ILAC - ILAC
FONKSIYONLARI ETKILESIMLERI




@ESC

European Society

Table 11 Dose selection criteria for NOACs

of Cardiology
Dabigatran Rivaroxaban Apixaban Edoxaban
Standard dose 150 mg b.i.d. 20 mg o.d. 5 mg b.i.d. 60 mg o.d.
Lower dose 110 mg b.i.d.
Reduced dose 15 mg o.d. 2.5 mgb.i.d. 30 mg o.d.
Dose- Dabigatran CrCl 15-49 mL/min  Atleast 2 of 3 If any of the following:
reduction 110 mg b.i.d. in criteria: e CrCl 15-50 mL/min,
criteria patients with: e Age >80 years, e Body weight <60 kg,
e Age >80 years e Body weight e Concomitant use of
e Concomitant <60 kg, or dronedarone,
use of e Serum creatinine ciclosporin,
verapamil, or >1.5 mg/dL erythromycin, or
* Increased (133 umol/L) ketoconazole
bleeding risk
3
©
www.escardio.org/guidelines 2020 ESC Guidelines for the diagnosis and management of atrial fibrillation

(European Heart Journal 2020-doi/10.1093/eurheartj/ehaa612)



CrCl Dabigatran Rivaroxaban Edoxaban Apixaban

—

T IR RSSESS.  SSE——— AB—— SN ——

20 mg
2x5 mg /
2x2.5 s
50 ml/min —g------=--- T A I —— DR -
40 mi/min 15mg
30 MU/MIN —f====c=s=csssccccccccccacccnccccncns R - -------------
" 15mg | . 2x2.5mg

L R R g et e (TR
Dialysis @

Figure 4 Use of non-vitamin K antagonist oral anticoagulants according to renal function. *2 x 110 mg in patients at high risk of bleeding (per
SmPc). *Other dose reduction criteria may apply (weight <60 kg, concomitant potent P-Gp inhibitor therapy). $2x25 mg only if at least two out of
three fulfilled: age >80 years, body weight <60 kg, creatinine >1.5 mg/dL (133 umol/L). Orange arrows indicate cautionary use (dabigatran in moder-
ate renal insufficiency, FXa inhibitors in severe renal insufficiency, edoxaban in ‘supranormal’ renal function); see text for details.



YOAK'lar Doz Azaltimi

DOAK Child-Pugh A Child-Pugh B Child-Pugh C
AL =lol: i
Japlgatre B

00KSaha b




YOAK kullaniminda klinisyeni zorlayan durumlar

TROMBOSITOPEN
|

KANAMA




YOAK — Major Kanama

Which anticoagulant is the patient on?

When was the last dose?
Aspirnn? Other anti-aggregants? MNSAID?
Is there known kidney disease?

! ! | ! l

On rivaroxaban/ On unknowwn
On dabigatran apixaban/edoxaban anticoagulant On warfarin
Check aPTT, TT™* Check PT & specific Check PT, aPTT, Check PT (INR)
anti-XXa TT , ant-Xa

l l + i

Hold any anticoagulant, anti-aggregant, NSAID.

Intravenous fluids, oxygen, analgesia, local hemostasis when applicable.
Tranexamic acid (not for hematuna)
Actuvated charcoal if overdose taken last 2-3 h.

For life- or limb-threatening or massive bleeding

¥ 4

Andexanet alfa or PCC (and wvitamin PCC and wvitamin
PCC K if long PT) B aow

Idarucizumab
(or aPCC or
hemodialysis)



Yaslida YOAK Kullanimi

* Yasl hastalarda YOAK’lar warfarine gore daha yararli

* >75 yas; Akut VTE ve inme profilaksisi

v  YOAK’ lar esit etkinlikte

v’ Kanama riski acisindan
. Major Kanama; apixaban ve edoxaban da belirgin az
. Rivaroxaban-warfarine esdeger

. Dabigatran da GIS kanamasi daha sik



CENTRAL ILLUSTRATION: Approach to Anticoagulation in Patients With
Active Cancer

Patients with Cancer and Potential Need for
Anticoagulation

l High Risk Features
Safety Evaluation® _ = Intracranial metastases
= Severe thrombocytopenia

= Actively bleeding high-risk
cancers

v y v

Treatment and Secondary <
Prevention of Venous T::i:::?iggﬂiﬁtx;s Atrial Fibrillation
Thromboembolism

¢ Hospitalized for tan ¢mﬁ¢=ﬂ
_Duration of Therapy -ﬂl-':l—i:;i Medical h- fnrsstru:’t:':rr:::temi: eml:li:l';sm
= Until remission/resected ilness (CHA>DS>-VASCc score)
= Consider extended-duration = 2 L 2
treatment based on individual Undergoing Major m
thrombotic/bleeding risk Surgery
Ambulatory 9
Chemotherapyt#
! !

Direct oral anticoagulants, Parenteral options., or Warfarin

Longitudinal multidisciplinary follow-up; Bleeding risk reduction; Shared decision-making

Mosarla, R.C. et al. J Am Coll Cardiol. 2019;73(11):1336-49.



Tum kanser tiplerinde AF ve
tromboemboli olusum riskinin kanser
olmayan kisilere gore artmis oldugu
ifade edilmektedir.

Kanser tedavisi sirasinda AF gelisim
orani %2-16 arasinda degismektedir.

YOAK’lar (mekanik kalp kapagi ve
orta-ciddi mitral yetersizlik haricinde)
kanama riski yuksek olmayan ve
onemli ilag etkilesim olmayan AF ve

teromboemboli tanili hastalarda

) L]
AR DMAH ve VKA ‘ya alternatif olarak Q-
RN ' degerlendirilmelidir (Sinif lla, Diizey:
|".l' .'.,l-' W , B).
I|.| i.|| 'g .I' . g ' N . = — =
'..l-'.l"|l".' .a"'n'. ' . t"l' u'”H” R .
'.li"l"|I'."...". I.' l'. l." l' ' [} : : : : ' . : |



Kanser hastalarinda semptomatik veya insidental VTE gelismesi durumunda eger kontraendikasyon
yoksa apiksaban, edoksaban veya rivaroksaban kullanimi énerilmektedir. Sinif I, Dlzey A.

Kateter iliskili VTE de antikoaguilan kullanim siiresi 3 ay olarak 6nerilmektedir. Sinif I, Dlizey C.

SIS .. . U .. V. W

Yiksek tromboz riski olan kanser hastalarina primer profilaksi amacli YOAK (apiksaban veya
rivaroksaban) veya DMAH kullanimi 6nerilebilir (Sinif 11B, Diizey B).

——— _ — W

VTE risk faktorleri olan Multipl Myelom tanili hastalarda DMAH ve aspirine alternatif olarak diisik
doz apiksaban veya rivaroksaban kullanilabilir (Sinif 1B, Dizey C).

A




Surgical

Preoperative DOAC Interruption Schedule

Procedure-
DOAC - 5 i
Bleeding Risk Day -5 Day -4 Day -3 Day -2 Day-1
High |
Apixaban
Low :
il High [
(CrCl 250
mL/min) Low
Dabigatran Hi
etexilate 'gh |
(CrCl <50 _— |
mL/min)? L
High :
Rivaroxaban ' |
|

Low




Postoperatif YOAK Kullanimi

Postoperative DOAC Resumption Schedule

Day +1 Day +2 Day +3 Day +4
) >
e————— >
t
— B
>
|=—————— >
>




Antikoagulanlar Arasi Gegis

INR <2 Start DOAC immediately
INR 2-2.5 Start DOAC immediately or preferably the next day
INR 2.5-3 Postpone DOAC
Recheck INR in 1-3 d
INR =3 Postpone DOAC
Recheck INR In3-5d

INR <2 Continue DOAC (half-dose for edoxaban) while INR
remains <2

Recheck INR in 1-3 d (before DOAC intake)

INR >2 Stop DOAC
Recheck INR 1 d after discontinuing DOAC




DVT ve Pulmoner emboli tedavisinde

Treatment of DVT/PE
Initial therapy Remainder of treatment phase
Apixaban'”® 10mg BID, 7 days 5mg BID, no dose reduction
Dabigatran™”’ Heparin/LMWH 150 mg BID, no dose reduction®
Edoxaban™® Heparin/LMWH 60mg QD, same dose reduction as for SPAF (see above)
Rivaroxaban™'~"* 15mg BID, 21 days 20mg QD, no dose reduction®

BID, twice daily; Gl, gastrointestinal; LMWH, low molecular weight heparin; QD, once daily; SPAF, stroke prevention in atrial fibrillation.

*Per SmPC: 110mg BID if age >80 years, concomitant verapamil, increased risk of Gl bleeding [based on pharmacokinetic/pharmacodynamic (PK/PD) analyses; not studied in
this setting].

*Per SmPc: 15 mg if risk of bleeding outweighs risk for recurrent DVT and PE (based on PK/PD analyses; not studied in this setting).



Long-term prevention of recurrent DVT/PE

Standard dose

Comments/dose adjustment

Apixaban™”

Dabigatran™”

Edoxaban

Rivaroxaban

473,500,505

506

25mgBID
150mg BID
60mg QD
10mg QD

No pre-specified dose-reduction criteria in clinical tria



VTE prevention post-major orthopaedic surgery

Standard dose Comments/dose reduction
/*1\pi><aban507 25mgBID
Dabigatran®>% 220mg QD/150mg QD ?
Edoxaban”""" 30mg QD Not approved in Europe (only studied in Asia)
Rivaroxaban® 2" 10mg QD

BID, twice daily; QD, once daily.
“SmPc: 1x 150 mg if CrCl 30-50 mL/min; concomitant verapamil, amiodarone, quinidine; age >75 years.



YOAK kullaniminda klinisyeni zorlayan durumlar

TROMBOSITOPEN
|

KANAMA




1. Reason for thrombocytopenia? E 2. Platelet count and dynamics?

= Decreased production (bone marrow e T
disorder, liver disease) 3. Bleeding risk?

= Chronic liver disease +/- hypersplenism =  Recent major bleeding

» Drug-induced (incl. HIT / HITT) =  H/o hematopoietic stem cell transplant

=  Immune thrombocytopenia (ITP) = Coagulation abnormalities

=  Autoimmune disorders =  Platelet function defects

= Others {incl. infection, alcohal, = General bleeding risk factors (e.g., HAS-
malignancy, pregnancy) BLED score)

20"000-50"'000 / pl > 50'000 / i

* Proceed with great caution = Proceed with caution

= Very close clinical + platelet = (Clase clinical + platelet
count monitoring count Mmonitoring

* Consider half-dose NOAC, esp.
if 21 bleeding risk factor

» Multidisciplinary team
evaluation




Dabigatran
Etkisinin Geri Dondurulmesi

Destek tedavisi
* llacin kesilmesi
* Transflizyon (Eritrosit, Trombosit..)
* Tranexamic acid (antifibrinolitik, plazmin inhibitoria)

Gastrik lavaj ve aktif komur
* 30 mg/ml (rivaroxaban ve apixabanda da etkili)

Hemodiyaliz ve hemoperfizyon
* Dabigatran dizeyinde %75-80 azalma

Idarucizumab



Rivaroxaban, Apixaban..
Etkisinin geri dondurulmesi

* Destekleyici tedavi O i
* Dabigatrana benzer : NG *
* Hemodiyaliz ve hemoperfiuzyon e o

« Etkili degildir.
» Andexanet alfa (ANNEXA-A ve ANNEXAR;NCT02207725 ve
NCT02220725; Portola Pharmaceuticals,USA)

* Inaktif rekombinant protein
« FXa inhibitorlerine baglanir

* Aripazine (PER-977, Ciraparantag; Perosphere Inc.)



= Hastaya MOAK karty wve llaclann tam [listesinl getirmesini sdyleyiniz Mot ediniz we vyumu dederlendiriniz.

e + Tedaviye uysm konusienda tekrar egitim veriniz.

HER VIZITTE + Uysmia yardvnn araglar (hasta takdp ganibgh, kutularn akall uygulamalar, v kenusunda bilgilendininiz.

+ Mindr kanamalar (dis ed, berun kanamasy, kikgik ekimoz) hakkinda bilgl veriniz ve herhangi bir doze atlamamas gerektidini shyleyinkz.
= Bilissel Islevi dederlendiriniz

TEDAVIYE BAGLILIK

HER ViZITTE = Sistemik dolasem {gecicl istemik atak, inma, periferikh

TROMBOEMBOLIZM
= Derimven trombozy, prlmoner emiboli

DiGER YAM ETKILER
ES ZAMANLI ILACLAR

KAN ORMEGININ ALINMASI
{hemodlobin, bobrek ve
karacider fonksivonlan)

oty Her kanamamn sebehinl arastinniz. Kanser? Ulser? Diger nedenles, lezyonlar ws. Tedavi veya Gnleme mimbidn mo?

HER VIZITTE + Mindr (rehatsiz edici) kanama: Sebep? Tedavifinleme?

Yasam kalitesine etkizinl dederlendiriniz

HER WizZIiTTE HOAK ite iliskiyi dikkatlice dedertendiriniz Devam etme (ve motive etme) veya antikoadilan ilzon dedistiriimesi konulennds kerar veririniz.

= Regetell veya regetesiz [iag kwllanimena dikkat ediniz.

HER VIZITTE « Dikkatli Interval hikayes! {gecici kullansm da riskil olabilir, G NSATD

YILLIK Azadida belirtilenler digindaki hastalar
4 AYDA BIR 275 yag {o0zellikie dabigatran) veya kmigan® hastalar

Eder renal fonksiyon =60 mifdk ise tekrar dederendirme aralrdi=ErEKL 10

Ll L

LfIIUM HALiH DE Ozetlikte renal veya hepatik fonksiyon dzerinde potansiyel etkisi olan (6. enfeksiyon, MSAIL kullanema, dehidrasyon vio) eszamanti kosullar olmas: duremunida

INME RISKIMIN YEMIDEM

DEGERLENDIRILMES HER VIZITTE CHA, D5 -VASC skom, mevout klavuerlar tarafindan Gnerildigi sekiide

KANAMA iCiN MODIFIYE
EDILEBILIR RISK FAKTORLERININ
MiMNiMIZE EDILMESI

e = Balavuzdaki Gneriler dikkate alinmalider
HER VIZITTE = Qzalifkie Kontroisiiz hipertansiyon (sistolike 160 mmHg), kanamaya neden olabiiecek ilaciar (Grm. &spirin, M5All'er), degisken (NR
(VKA da ise), asemn alkol alimi, dasme.

o Yukandaki bilgilere dayanaak yeniden dederiendiriniz
HER VIZITTE a. Segilen NOAK, hasta igin en yisi mi?
b Seciien doz dogr mu?

UYGLUN HOAK VE
DOIUNUN SECIMI

AF: Atriyal Fibrilasyon; EHRA: Avrupa Kalp Ritmi Dernegi (European Heart Rhythm Association); NOAK: Non-Vitamin K Antagonist Oral Antikoagilan
Referans: 1. Steffel J, et al. Europace (2021) 23, 1612-1676.



© & O

Dabigatran — PTT, Xaban’lar — PT/INR uzatabilir, doz ile ilgili bilgi vermez, onun icin rutin takipte
kullanilmaz

GIS kanama sonrasi, yiiksek riskli hasta ise ( CHADSVASC skoru yiiksek veya son 3 ayda stroke 6ykiisi )
kanama kontrolu ile YOAK basla

GiS kanama sonrasi diisiik riskli hasta 5-7 giin beklenebilir

intrakranial kanama gelisen hastalarda néroloji ile birlikte hastayi degerlendirip karar !!, 4-6 hafta
kesilebilir.

Anti — FXa dlzeyi, standardizasyon ? Rutin kullanimi yok



Dis cekimi 6ncesi eger cerrahi bir miidahale gerekmeyecek ise YOAK kesilmesi 6nerilmez

Hemodiyaliz hastalarinda doz ? yeterli kanit henliz yok

Gebe ve emzirende kullaniimaz

Kalp kapak hastaliginda, Valvuler AF, AFAS da yeterli veri bulunmamaktadir

YOAK lar dusuk dozda degil, etkin dozda kullaniimali



Tesekkurler....
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