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/ANTII'IHKTIKA OAPMAKA

KAaoikn nmrapivn UFH

AvaoToAegig Bitapivng K (Bapapivn, AKEVOKOUNAPOAN )
EMMeool avaoToAeic Tou TTapayovta X (LMWH, FONDAPARINUX)
AMECOI avaoTOAEIC TOu TTapayovTa Xa (rivaroxaban, apixaban)

aueool avaoToAeic TG BpouPivng (dabigatran, argatroban, bivalirudin)
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/YI'IEP kKal KATA Twv NOACS o¢ oxéon pe Toug BITK avtaywvioTEG

YT1EP KATA
[priyopn €vap¢n TnNG AvTITINKTIKAG XNA
opaong Meplopiopévn diaBecIudTNTA
ATToudia TPOPIKWYV KAl EQYAOTNPIAKWY HEBOOWYV PETPNONG
PAPMAKEUTIKWY AAANAETTIOPACEWY NG dpdcn¢ (monitoring)
KaAUTtepn cUupgpOpPwaon Twv MIKpOG XpOvocg nuioceiag (wng
aoBevwy Agv UTTdpYOUV €IBIKA AVTIBOTA VIa
lowcg cost-effective TIC AIMOPPAYIKES ETTITTAOKEC
XANNAOTEPOG AIMOPPAYIKOG YWnAO KO6OTOG

KivOuvog



NEPINTQZH 1

AoBevric ye KEK AapBavel
AVTITINKTIKA aywyn ME
Dabigatran ka1 xpeiaeTai
ETTEIYyOUOA XEIPOUPYIKN
QAVTIMETWTTION.

MEPINTQZH 2

AoBevG TTou AapBavel
Rivaroxaban gpavilel
YOAOTPEVTEPIKN aluoppayia
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Secondary Hemostasis

Activation of the coagulation cascade
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Major Components of Hemostasis
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Epyaotnplakéc e€eTATEIC QipdOTOONC

Xpovocg TpoBpouBivne (PT): o XpOvog TTou XPEIAZETAl VIO TN YEVEDN IVIKNG
METG atrd TNV gvepyoTtroinon Tou TTap. VIl (egwyevhc 000¢)

Xpovog Bpoupivne (TT): O xpdvog TTou XpelaleTal yia TN METATPOTIA TOU
IVWOOYOVOU O¢€ IVIKN TTapouaia TG BpouRivng

Xpovog pepikns BpoupotrhacTtivng (PTT): yéveaon IVIKAG ATTO TNV
EVEPYOTTOINON TNG EvOOYEVOUG 000U TNG TTNENG

TeXVIKEC avAuIENG TTAACHATOG

XpOvog PETITIAACNG

Ecarin clotting time (ECT)

Aokipyaaoieg hETPNONG IVWOOoYOVOoU

AvTi-Xa dpaaTIKOTNTA

O@poupBoeAacToypapia
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__Epyaotnplakn mapakoAlouBnon tnG pn KAQCHATOTOLNLEVNG

nropivne (unfractionated) UFH Bepameutikn 600N

APTT ratio (1.5-2.5)
AvTi-Xa dokipaaoia (0.3-0.7)

Av T1a TTpo BeparTreiac eTTiTreda Tou APTT eivail
TTapaTteTapéva, N nEBodocg perpnong e APTT vyia
Monitoring Tng UFH d¢gv gival aoc@aAng

H Awn Tou aipaTto¢ Ba TTpETTEl va yiveTal 4wWPEC PETA TNV
Evapen Tne Bepartreiag
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— PHEH ELIPANEIAXY

KININOTONO
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INQAOTONO INIKH



__—EpyaoTtnpiakn pubuion Koup L

(sintrom)

PT/INR

2.0-3.0 : KOATTIKI) papuapuyr), OpoupoTtrpo@uAagn, BepaATTEUTIKNA
TTapEuBaon

2.5-3.5 : BaABidotTaBeia
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— PHEZH ELIIOANEIAY
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(-PARINUX)
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LMWH kai fondaparinux

/

MEBODOG EKAOYNC YIa TOV KABOPIOUO TwV ETTITTEOWYV OUYKEVTPWONG
OTO TTAAOUA : anti-Xa dpaaoTIKOTATA

O1 LMWH kai fondaparinux €1re1dr dev €xouv dpdon otn BpouBivn,
ernpeadouv Aiyo Tov APTT, yrauto 0gv gival KatadAAnAog yia
monitoring

Ta APTT avtidpaoTtriipia £Xouv dIA@QOPETIKI EUAIOONCIa OTIC NTTAPIVEC

‘Exouv eAaxioTtn 1 kaBoAou etTidpaon oto PT



Table 1. Target anti-factor Xa ranges of therapeutic low molecular weight
heparins (LMWH).

LMWH Target anti-factor Xa, IU/Ml1
Twice daily Once daily
Enoxaparin 0.6-1.0 1.0-2.0
Dalteparin 0.5-1.5
Nadroparin 0.6-1.0 1.3

Tinzaparin 0.85
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~Aueool anti-Xa avaoToAeic (rivaroxaban, apixaban)

MEB0dOC eKAOYNC yia Ta TTiTTEdA: anti-Xa dpaCTIKOTNTA UE CUYKEKPIMEVO
avTIOPACTHPIO YIa KABE avTITTNKTIKO

KAOe epyaoTnplo £xel dla@opeTIKA evuaicOnoia Twv PT kait APTT yia 10
Rivaroxaban kal apixaban

Kai ta duo etrnpeadlouv PT kat APTT

2TIC OEPATTEUTIKEGC CUYKEVTPWOEIG TO rivaroxaban €xel JIKPN €TTidpaon oTov
PT. H emmidpaon autn gival 1o €kdNAN o€ UWPNAOTEPEG CUYKEVTPWOEIG.
[Mapouola I0XUoUV Kal yia TO apixaban

PT kait APTT ptropouv va xpnoidotroinBouv otn Afyn rivaroxaban yia adpr
EKTINNON TNG £VTAONG TNG AVTITINKTIKAG aywyng, aAAG opliouEvol aoBEVEIG JE
BEPATTEUTIKEG OUYKEVTPWOEIG OTO TTAAOUA £XOUV Qualoloyikoug PT, PTT
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DIRECT THROMBIN inhibitors (-gatran
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Aueocol avaoToAegic TNG Bpoufivng
(dabigatran)

O xpovoc BpouBivne (TT) gival o Mo KATAAANAOG yIa TNV avixveuon
dabigatran 10iw¢ o€ acBeveic TTOU alpoppAyoUV
Puaoioloyikdc xpovog BpouBivne (TT) uttodnAwvel TTOAU XapnAd eTTiTTEdA

O ECT (ecarin clotting time) Trapouaciddel yeyaAuTePn euaicOnaia oTig
OUYKEVTPWOEIG Tou dabigatran

APTT ptropei va xpnoidotroinBei yia adpd uttoAoyioud NG Eviaong TNG
QVTITTINKTIKAG aywyn¢ o€ aoBeveic Tou Aapavouyv dabigatran,
Oplopévol aoBeveic Exouv pualoAoyiko APTT 1Tapd TIG BOEPATTEUTIKEG
OUYKEVTPWOEIC OTO TTAGO O

O APTT 0¢gv utropei va xpnolpoTtroinBei yia va kabopioel Ta TTiTreda
Papudkou oTo TTAGoua

O PT emrnpeadletal TToAU AIyOTEPO
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~ O gpyaoTnNPIOKOC EAEYXOC TWV VEWTEPWV
QVTITTNKTIKWYV EIval ATTaPAiTNTOC OTAV

[MpogyxelpnTIKA OTaV 0 AaoBeVC £XEl AABEI AVTITINKTIKI aywyr OTO TEAEUTAIO
24wpo N TrepioooTepo av CrCl<50 mi/min

0 a0Bevnc aigoppayeEi
EXEl AaBel uttepPOAIKH dOON
EXEI AVATITUCEI OEEIQ VEPPIKN AVETTAPKEIQ

TTapoucialel BpouBwaon evw PpiokeTal UTTO aywyn ( AVETTAPKEIa BEpATTEiac N
EANATTWHEVN CUPUOPPWON)



KAQgIKA nTTapivn APTT, anti-Xa
Kouuapivika PT, INR
LMWH Anti-Xa, APTT
Aueool Xa avaoTOAEig Anti-Xa, PT
(-xaban )

AvaoToAeig Bpoufivng TT, ECT, PTT

(-gatran)
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[MEPINTQ2H 1

AoBevnc ue KEK Aapfavel avtitnKTikn aywyn
ue Dabigatran kai xpeialeTal eTreiyouca
XEIPOUPYIKIN AVTIMETWTTION:

PT

PTT

B

Anti-Xa
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MEPITITQ2H 2

AoBevnc TTou Aapavel Rivaroxaban eugavicel
YOOTPEVTEPIKN AIOopPaAyia.

pT

PTT
T
Anti-Xa
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