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ANTIMETQINIZH O=EIAZ @AXIH>

Therapeutic Options

« Anti-ischaemic agents

« Anti-coagulants
~ UFH or LMWHs
— Fondaparinux
— Bivalirudin
« Anti-platelet agents
- ASA
— Clopidogrel
— libllla Inhibitors
* Revascularisation

XpnoijonolouVTal B-avaoToeAEIC, VITPWON), AVIAYWVIOTES ACBE0TIOUL

AuTalTd GAPPAKd, NPWTIGTWE, PEIWVOUV Th) [HIUGKAPOIAKN GHAITHGH
o€ O, aAAd ExoUV ENIOPACT| KAl GmNAV MAPEWPNOBIOH TNG PAENG TNG
MAGKAG Kal ThV: omaBeponoinen Tou acBevouc.




ANTIMETQII2ZH O=EIA2 @AZH2

XPRGINONOIoUVTAl AVTINNKTIKG Kal
avaiaioNETANGKE GApLaKa.

EiVail xpreiln yia TV anopuyn
EPAITEPL) BPONBWENG KAl yidiva
EFIIT GNENEVOOVEVIIGIVWOOAUGH
IGAUGE] TOYOPOHBOIKATVAIEIWGE!
TO BaBo TG erePavIaIas GTEVWONG.

2UVeYICeTall IaKPONPOBECHA Yid Va
NEIWBEIGKIVOUVOG aVARiUERG
EAAOVIIIKWY ENEICOBICV K| YiaIva
@AOHPANEI i) IPOOOOG O GAIKT

AMOMPAENR) TG CIEPAVIAIAE ApTHPIAG, I
Kal yial 1al ouo.

AIGOEPPIKN ayyeIonAaoTikn (PTCA).

XEIPOUPYIKN)| ENENBAGT
AOPTOOTEPAVIAIAE NAPUKAPWRG
(CABG).
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FENIKEZ APXEZ 2TIHN O=EIA @A2H

q

O11 aeBeveic pe UA/NSTEVI Ba npemel val eioayovial G KpeBATl e ouvexn HKIF
NAapakoAeUBRen. AUTH)| EIVal XPHGIUA Yid TV AVIXVEUGT] KAPOIaKwy: dppuBImY. Kal THY
EKTINNGH TUYOV, AOULATOUATIKWY. GNOKAIGEWY. TOU. ST G OEIKTEC IGXAIIAG,

01 acOEVHG VOCHAEUETAI G OUXO HEPIBAAAGV VIA VA ANOPEUYOVIAI CUVKIVAGIAKA
epebioana.

HIKIVACH) ERITPENETAI OO0 EIVAI GVEKTT, V. 0, AGBEVHG EIVAIlGTaBEPOG KaIl XWPIG
ENAVAAAIBAVONEVO! OV G0 G B0G Vid TOUAGYIOHOV: 12 (PEG.

YuvieTdTall i mapoxn| GUHNARNPWHATIKOU O, HOVO) O AOBEVEIG IE KUAVWOT, EKTEVEIG
POYXOUG ] OTAV 0 KOPEGHOG ToU! O, MEPTEN KA ane 92%.

Hl avakou®Ion Tou OVOU G0l 0111606 EIVAl EVAG APXIKOG GIOX0G TG BEPANEIG, %e
GOOEVEIG [IE EMIJOVOI MOV apalT BEpANEIa UE VITPWOoN Kal [-hlockers GuviondTal
BEikn LopDIVAId - 5mg V.

HI Mop®IVA EKTOG anil TV AVAAVRTIKS Kall QYXOAUTIKT OpECH) THG, MPOKAAEI KAl
6|c10'ro)\g TV PAEBWV. Kall ET0]1 UEIWVEI O POPOPTIO ENIOPWVTAC EUEPYETIKA G0
MUGKAPOIO.

€| AOBEVEIG UE aVTEVOEISEIG (UNOTAGH, MPONYOUNEVH| GANEPYIA) XPNOILONOIOUNE
HEBIOVA.

Av: avanimuyBeil UNoTach| eTal 1Y, Xoprynon) «M», GUVIoTATal KaTaKAIOH| Kall XOpnyRon
UYPOV. i.V Vid TV anommo-roon NG AlllL

AV avanTuyBei avanveuomikn KaraomroAn, Xopnyoule vaAoéovn 0,4 e 2mg.




ANTHIZXAIMIKE ©EPANEIA O=ZEIAZ @AZH>

NITPQAH : " cGMP-Dependent

protein kinase

\Euanyhﬂ /"‘

EIVail ) eVooBRAICEEAPTIEVEG ' ﬁjrclﬂsa
AYVEIO0IAOTAATIKEG OUGIES MOUE e,

AUEAVOUV. TNV, |Ju0Kap6|aKr] ool = R-ONO,

MEIOVOUV TiC draiTToeIS O, 670
[IUOKAPOIO ACYM EIDGTG TOU LOND,
POPOPTIOU IEGW) GIACTOATG TWV. Nitroglyeerin  -ONO,
GAEBADV kal ETOI ENGTTWVETAI N " - -ONO.
TOIXWAITIKY] TAGH| OV, APIGTENH]
KOINIG.
Extracellular Space Intracellular Space
Copyright 2005 by Elsevier Science

Mechanism of action of nitrates. Evidence exists that biotransformation of mononitrates
occurs through action of mitrochondrial aldehyde reductase producing nitric oxide (NO).
NO activates soluble guanylyl cyclase, resulting in increased production of cyclic guanosine
monophosphate (cGMP). The second messenger cGMP reduces cytoplasmic calcium
(Ca2+) by inhibiting inflow and stimulating mitochondrial uptake of calcium, thus
mediating relaxation of smooth muscle cells and causing vasodilation. Isosorbide dinitrate
is metabolized by the liver, whereas the liver is bypassed by mononitrates. GTP =

guanosine triphosphate. R-ONO2 = mononitrate.




ANTIIZXAIMIKISF©OERPANELA OZEIAZ ©®AXIH>
NITPQAH

©al npenel apyikad va 6080V UTOYAWGGING,

AV 0 OVOG EMIPEVEN, NAPAd Kal V. EVApEn Twy. B-blockers, Tome Yopnyoupe Nl i.v. 5-10ug/min.

©, PUBOG EYXUCHG MNOPEI VA AUERBEI kaTd 10pg/min kaBE 31 JUe 51 AEnal HEXPII VA GVAKOUPIGTOUY, Tid GURHTWHATA
i Va meoel [ SBRP<100mmHo|

Mia 000 2001g/minVevikal BEWPEITal WG [JEYIONN.

AVTEVOEIEEIG 61 Xpnen NL eivail i UAOTACH Kal i XPron [ OXETIKWY. OKEUAGUATOV. TIG
TEAEUTAIEG 48] (PEG.

Tonika (Tts) i VITPWON) Per 0s MopoUV VA GVaIKardoToouy: TV I.v. Xoprynon NiiL, av oaoBevnG
OEV. EXEI MOVO UEOA OTIG NPORYOUNEVEG 12-24 WPEG.

©a npenel va undpyel eva oldoTnpa 8-10I wpwV: XWPIG VITRWON, yid TV dHo®Uyn| avanmugng
clVolle

211G EPEWUVEG & OEV. MAPATAPHBNKE EUVOIKO OWEAOG O BVACIHOTHTA GT0
GUVOAKO MARBUGHOL 6,1V UNeoMAoal TV dGBevaV, HE NSTHEVI, CUVEN®G, 0 GTOX0G ThG
Bepaneiac e VITPWONR Eival anAdl | avakoU@Ich ToU HoVoU.

i xpovia Bepanieia (e VITPWon MHOPEI cUXVA Va ano@eUXBEIlKall va Xphoionolouviall UHoyA®Goid
VITPWON VYIaIVEA EMEIGOOIA MOVOU.




ANTIIZXAIMIKE ©EPANEIA° OZEIAZ @AXH>
B-ANAZTOAEIZ

v ApKETEi\EpEUVEQ EAEYXOHEVEG JE placebo oy UA/NSTENI exouV: OEIEEI ODEAOG TOV. [3-
gvamo EWV. O JEIWEN UNoTponiacovTos EM, orn Helwon TG EN@PayPanikng MEPIOXNG Kal GTn
VATOTATA.

AV 1] IG)@Ilidl KAl Ol OVOG O10)OniB0G CUVeXICovTall WeralTny. xopnynon NTL, Ba Apemelva
YPNOILoMoINBE! apyikali.V. XOpRyMon B-avacToAEwy, akoAGUBOUUEVR ANO XOPRYAGCH| PEY 0S.

Beta Blockade Effects on lschemic Heart
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aht 2005 by Elsevier Science

Effects of beta blockade on the ischemic heart. Beta blockade has a beneficial effect on ischemic myocardium unless (1) the preload rises

substantially as in left-sided heart failure or (2) vasospastic angina is present, in which case spasm may be promoted in some patients.




ANTHIIZXAIMIKE ©EPANEIAT OSEIAZ @AXIH>

B-ANASTOAEI>

XOpHyoUVial G& 6ACUG TOUG AGBEVEIG e UA/NSTENMIFHOU OEV EXOUVTIG
OKOAOUBEC AVTEVOEIEEIG:

Bpaoukapoiak

YWynAou BaBlow K-k ARNOKAEIGIHO.

Emiovn Unonacn.

[W@om| GUCTOAIKH| OUGAEITOUpYIa e O.N.O.
JoTOPIKO! BPOYXOCHAGLOUL

Eval IeiopeVe EE EXENVIVEI MASOV: EVOEIER YIa XPOVIAl 5-aVacToAn), GAAG [
000N MPENEN VA TITACHOINOEI HPOCEKTIKA KAIl i 1V XOPHYAGH NPENEIVA
AnoMEUXBE.

Ol 5-aVACTOAEIG [IE EVODYEVH GUNHABOMIHATIK OPECH), ONWG i [HVOGACAN
( ) OeV: Bal IPENE] Val ENIAEYOVTA.

POTHGE EKAGYNG GUPIAKA EVal ol 1 EKAEKTIKOI ANOKAEIONES ONWG:
EcioAoAn ( ), AreVoAoAn ( ) LETOHPOACAR
( ), vsumBo)\o)\n ( ), K.Q.




ANTHIIZXAIMIKE ©EPANEIAT OSEIAZ @AXIH>

ANAZTOAEIZ AIAYAQN AZBEZTIOY

EXOUV ayyeIo0IaoNaATIKEG EMIOPUGEIG Kal HEIWVOUV. TiV: Alll, eV ol
1) O1UOPONUPIOIVEG, ONWG NI OIATIACENT () kann
Bepamapinmg( );’ HEIMVOUV. EMIGNG KAl THV. KAPOIAKH GUXVOTNHTA.

2UVIGTWVIAl OV Yid aGOEVEIG NOUI EXOUV. EMIOVI |0)§\q||.|ic1 HETA AnO
OEPANEIT PE TN psglq-rn 0001 VITPWOWY Kl [5-AVACTOAEWY. 1 Yid
AGOEVEIG |UE GVIEVOEICEIC G| B-aVaomoAn.

%6 NPOCPATEG HEAETEG, [HOVOI N LEpAaIAR EOEIEE TAGT XIQ UEIDON
TOUI NOCO0TOU ToU snavsucgpayuqmq, AAAG OTIC JETAVAAUGEIG OV
OIAMIGTWONKE OMENCE G| BVAGINOTITA.

MaAioTa og aeBeveic e OEM é.lE apIomeEPH| KOINAKI GUGAEMOUPYIA

GUPGOPRTIKN KA., mapatnpnOnKe WialeBAGBRG enidopacn ThG

OINTIACENIG.
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EVepyonoinen tou L)

In the case of vascular endothelial damage, the first haemostatic reaction is vasoconstriction.

Thereafter, the platelets come into action and the coagulation system is activated. Through disruption
of the endothelial layer of the vessel wall, tissue factor is exposed, initiating the coagulation cascade,
resulting in thrombin formation. Also subendothelial collagen and Von Willebrand factor are exposed
to the flowing blood. Following this event, platelets start to adhere to collagen and Von Willebrand
factor through their respective receptors, forming a platelet monolayer covering the damaged part of
the vessel wall. This monolayer serves as a base for thrombin generation and platelet aggregation.
Adhered platelets undergo shape change, form podocytes, and start to secrete thromboxane A2 (TXA-
2) and their granule contents, such as adenosine diphosphate (ADP). Through their specific receptors
on the platelet surface, thrombin, TXA-2, ADP and other substances help recruit and further activate
platelets at the site of endothelial damage. Activated platelets express the glycoprotein IIb/IIIa
receptor, which is the receptor for fibrinogen. This receptor is essential for irreversible aggregation for
which fibrinogen serves as the glue between the platelets (fig 1).

Table 1.

Platelet Storage Granule Content

Alpha granule

P-Selectin

Growth factors
(PDGF, TFFp)
Fibrinogen

Factor V

Receptors (GP I1bI11a;
GPIbIX; GPIV, GpV)
Platelet factor 4

vWE

Fibronectin
Vitronectin
Osteonectin (SPARC)

Dense body
* Adenosine nucleo-
tides (ADP, ATP)

* Serotonin

Lysosome
« Hydrolases

- LAMP 1/2

Microperoxisome
» Catalase
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ANTIAIMONETANIAKH AlFQIFH

OpopBivn
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ANTTIAIMORNETANTAKE AlFQIFH

AZIMIPINH

v, AKETWAGHOIEI U AVAGTPEWING TRV
KUKAGOEWYOVAGT-1.,
AVACTEAANOVTAG £T01 i 6UvVBEGH
BpojoEavne A, Ao Ta PLE

MEIWVOVTIEG T0) HO006! THG, XA, HOU i 1. Pt i ol

aneAeUBEPWVETAI Kall OU Ba LTI A0 S A S AP
OPOUGE YIG VAl EVEPYONIOIROEN AAAG

PLLY Ut 1| EMIOPAGCH HEIWVEL T

ouvo)\lKn GIHONETANAKT]

GUGBWPEUGT| G110 GHUEIG TOU

BpojBoU.

v, AUTI 1 GVAGTIOAN TG COX-1 Eival
HOVIR| KAl ETCI T
@VIIAIKONETAAIAKA! ANOTIEAECHATA
OIdPKOWV yial OAr Tifj BIGPKEIAI THG
(NG TV PLT, onAaon 7-10 PMEPEG.
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ANTIAIMOINETANIAKH AT'QI'H
ASIPINH

APKETEC UEAETEG EXOUV. OEIEEl KABAPEEC WPENIPEG ENOPAGEIC TG
aenipIVAG, LUE NEPICOOTEPO Ano: 50%; UEIWG o0 KiVOUVe Bavarou i
EM o€ aoBeveic nou napoweiacovral e UA/ANSTHEVIL

T0 OPEANOG NApOUGIACETAl ano TV, 1N Pepd THe Bepansidac.

O] BOOEIC TG aonlplvnq oTIC 4 napaKaTco us)\squ nmav: 325, 1300,
650! kall 75mg aviiorolyd, KaTaéleVUOVTaq KCIUICI 0IaMopPa OV

ANOTEAECATIKOTNTA, GUVENWG OEV: UNAPXEI OXECH 0OCNG Kal
ANOOOTIKOTATAG THG AGMIPIVAG.

Incrdence of death or subsequent M|

Caimsa et al, Therous et al,
|EE Placebc W ASA

Copyright 2005 by Elsevier Science



ANTIAIMOMNETAAIAKE AIFQIFH

A2NITPING

IV, Jia 6061, 160mg/day @AVAKE Val eXEllOPEAGG O BVRCINOTNTA
KAl aUTT RIo0oN| EIVAI [ EAAYIOTR APXIKR 006N NOU GUVIGTATAIL.

OooV aQopEl THV.AOQAAEId (). YACTPEVIEPIK) INOPPAYIA)), 2/ HEAETEG
NAPATTPROHGEXOLV. [SPEI O] 110 [HOGO0N0 GIUOpﬁGYIGC Elval XaUAGTEPOD [UE
YAUMAEG OOOEIC ACMIPIVAG Aol HE HETPIEG (ONA. 325mg/day).

ETo1, JETA anio: pia apyik| 6001 160-825mg, pid 6061 100mg/day @aiveral
Val EIvVal KamaAAAR kall Vial npwiln kail yial pakpoypovia Bepaneial

Kamal 71 OIdpKEId NG BEPANEIAG;, EXEIl AVAMEPOEI AVAIOTAGH OI V. ACMIPIVA
Exell [BPEBEI T 5-80/% TV, ACHEVWY,, EXOUV, EAGXIONT] AVAGCTIOAN TG
AIJONENANIGKIG GUCOWPEUCHG OTaV: BEpaneUovTal [UE AGHIPIVA.

KAGHIOOVPEARI GUVIGTATA! GOUG AGOEVEIG HE ANOAUTEG GVTEVOEIEEIG 1A 1T
YOPHYNONIGOMIPIVIG, MOUIEIVal:

TEKPNPIMPEVR AAAEPYIAl TRV aomipivA (.. deBua).
Evepyn aipoppayia
[V0oTH AIUenETAAIaK OUGAEITOUPYIA.




ANTIAIMORNETANIAKE AlFQIFH

H TpioAcuan ( ), OTapana THv: COX-1 [UoVo Kall TnV: Guo(OOIECTEPAGH
Kall ETOI EKIETAANEWETAI KAIl TNV, GYYEIO0IACTAATIK| OPAGH TG MPOCTAKUKAIVAG,

Ao OV, OTaANaTAl V.
COX-2.

M Trilse 3
|

1 [@ Triflusal (n= 1058}
W Acmpben (n="1068)

FUyedTTe (% T aodey iy

MY omé To caeTEpdqiha




ANTIAIMONETAAIAKH AlFQIFH
KAOMIAOIPEAH & TIKAOMIAINH

Eivainiapaywya BIEVORUPIoIVAG oU avaCTEAACUY. THV. AINOAETANAKT] CUGCWPEUGT),
auEavouv T0) XPOVOI AINOPPAVIAG KAl HEIWVOUV! T IEMOES TOW GIATOG AVAGTEAAOVIAG
aor] TOU ADP' GroUG, UNOooXEIC TwV: PLIT, EI0IKA GT0) P, Y, THNHG Tou ADP

uno Oxed.

10, ADPR evepyoriolei Tal RLTr avaoTeAAGVAAS TV AOEVUNIK) KUKAAGT), MOUI POKAAE]
EANATTWON THG CUYKEVTIPWONG TOU ATP.

Tial vwnAd enineoa c-AMP HoU OfUIoUPYOUVIall GO AUTA Tal PAapuaKdl, OlaTHPouV.
AVEVEPYO TOI PLT.

Hl avaeToAn auTou ToU UNOOOXEA! OEV. AVAGTEAAEI [IOVO THY, ENAYOUEV Ao 70 ADP
EVEPYOMOINGN TV PLT Kall Ty, EHaKoAoUBH GUGOWPEUDH), GAAD HEIOVE THV
EVEPYONOINGN Kal ano dAAa e€wTepikal epeBiopara (m.y. Von Willebrand).




ANTIAIMORNETAATAKH AlFQIFH

KAOINIAOIPEAH & TIKAOIIIAINH

I TikACmIONA )y MEIWVEI KaTd 4606 T0) 0avane kal 7o, EM Gg,aetEVvEIG [IE
UAVINSTEVIF 001000 exell nbavee snlnAOqu Opojufsorievid, OUBETEPONEVIA KAl
epoquTlKn Opojusonevikn) Mop®upd. EToi, av. XphoIUoReIETal, CUVICTATAl YIA HIKPEG
NEPIOBOUG (2-3 [500UUOEG)I Kall XM CEl sBéopaélalou EAEVXOUI TIOUI ApIBOU TV,
KUTTAPWVY. TOU! aiiaToc.

H kAcmIooYPEATL( ), avanmuxBRKe yid TinV. GHoPUYH) AUTOV. TGV,
EMMAOKWY, I HOAU kaAd CII‘IOTE)\EOLICITCI

I Poc KN KACHIOOYPEARG GifV: ACHIPIVA| MEAETHERKE Gif) HEVAAR EPEUVE
lopidogrel i Unstable angina tor prevent Recurient EVents), GiiV: onioial GINGeEEVEIG

&
éspansuovmv U AGHIPIVEY), TUXAIGHOINBAKAV/ VA AdBOUV: UIial GpXIK] éoog 300mg
|

KAOMIOOYPEARG AKOAGUBOUIEVH| Ao 75mg/d: BREBRKE [EIWET ooV KaPoIAyYEIaKoW

KIVOWVOU|, G GUYKPION [IE OV THV. aeRIpIVA), To! NPWTe: 240 p0.

biad
5
h

Cumulative hazard rates
o
e
o

8 10 12 14 16 18 20 22 24
Time after randomization (hr)

Copyright 2005 by Elsevier Science




ANTIAIMONETAANIAKE AlFQIFH

KAOINIAOIPEAH

BpeBnKe kall OPEAOG KaTd Thy: OIApKeEId TV, IPWTOV 30! NUEPWYV, Kal HETAEY 31
MUEPWV. Kall 1 XPOVOU.

110 OPENGG CUVEXIGTINKE KAl HEPA ANO) TRV NEPIOOO)TIOU. 1 ¥POVOU [APUKOACUBRGRAG
NG MEAETNG, CUNDGWOVWOVTAG [UE GTOIXEIA AMO) TIG EPEUVEG (Clopidogrel fior
Recurrent Events During Ohservation) & (Clopidegrel versus Aspirin in
Patients at Risk of Ischemici Events).

2TV EPELVA , 101 OPEAOG TG PWINRG BEPANEIAG UE KAGTIIOOYPEAR | NIV
v PCI, cpavr]Ks EMIONC |J€ i@ |J€I(1)O'I’] 31% omal KapoIaKal ENEIGO0IA OTIC 30! UEPEG
k@Il GmoV: 1. YPOVe) 6moUG ACBEVEIG.

M, stroke, GW daath: 0—30 days

MYOQCARDIAL INFARGTION BEFORE PGCI
Events, no./total (%)

LE 'l
Trial Clopidogre] Placebo OR (95% CI)

Proportion avant-frea

B GEEESE

PCI-CURE 47313 (3.6%) 68/1345 (5.1%) 0.70 (0.48—1.02) L : e b

CREDO n'a na na 4 — Clopidegrel + ASA
PCI-CLARITY 37/933 (4.0%) S57F/A30 (6.12:) 050 (0.38—0.96) — Flaceba + ASA
Owverall 84,2046 (3.7%) 125/2275 (5.5%) 0.67 (0.50—0.89) P = 00049 & i

T |
0.5 1.0 2.0
OR {95% Ch

CARDIOWVASCULAR DEATH OR
MYOCARDIAL INFARCTION AFTER PC1 TO 30 DAYS

Events, no.total (%)

L5 2 Favors no
Trial Clopidogrel Placebo OR (95% CI) pratreatmeant
PCI-CURE TEM313 (6.0%) 108/1345 (B8.0%:) 0.70 (0.48-1.02)
CREDO 52/000 (S_8%) 64915 (7.0%) 0.82 (0.56—1.19) l—
PCI-CLARITY  31/833 (3.3%) SO0/930 (5.4%:) 0.60 (0.38—0.96) [ Chchdonral = A5A
Owvarall 162/3146 (65.1%) 222/3190 (F7.0%) 0.73 (0.589—0.89) = 0.0025 — o AT
= T

ARR 15%
95%. CI: 0.70—0.95
| P = o.oos

Proportion avent-free

T T T T T
i ' 1 4 & 2 10
E - 3
e A =0 Months

OR (85% Ch

Copyright 2005 by Elsewvier Science

FIGURE 53-13 Meta-analysis of three triale evaluating clopidogrel pretreatment for percutaneocus coronary intervention (PCly. CLARITY = Clopidogrel as Adjunctive Reperfusion Therapy-
Thrombohlr=iz in Myocardial Infarction; CREDO = Clopidogrel for the Reduction of Events During Observation; CURE = Clopidogrel! in Un=stable angina to prevent Recurrent Events; OR = odds ratio




ANTIAIMOINTETAAIAKH AI'QI'H
KAOIIAOIPEAH

'EK(EI %ps@ej OTil [ XPNOn A6 ApXIKNG 006NG6,
KAGHIOOYPEANG 600ME; ENITUYXAVEI A GRaCER!
avaeTeAr TV, PLT, [WETA aNe! [NONG 2 WPEG.

2 OnioG Kall [IE ThV: AGHIPIVI), EXOUV: AVIXVEUBEII GEOEVEIC JIE
AVIICTACH «XANNARG AVIANOKPIGHG» GrnV: KACHIOONPEAR

= XPEIACETAl TAKTIKOG EAEYXOG VIA EVOEXOIEVI
OpoloneVIa.

& YUvieTdndll AGINeV. [Hia dpxiki] 600 300mg| (6'auTious [How
Ba kavouV: PCI:: 600mg), GKOAOUBOUNEVA ANo. Hid
kabnuepIVI| 000 75Mg Vid 1 Xpovo.




ANTIAIMOMNETAAIAKH AFQIH

ANASTOAEI> TAYKOIMPQTEINHZ I1b/11la

Eivail pia ouvapikn Tagn aviri-PLT
(PAPHAKWY 10Ul 6POLY. ENNOBICOVIAG TO
TEAIKO KOIVO [UNXAVIGHO mkonsm)\lamq
GUCOWPEUGNG, ONA. TNV GAAGAOCUVOEGT
TV PLT PHEGH IVOOOYOVOU Kall Tou
unoooyed GP IIb/IINa.

3 OUOCIEG €ivVal IPOG TO MAPOV. OIABECIHEG:
Auroiépaunn ( ): Eivai 1o Fab
TGl EVOG HOVOKAMVIKOU! GVIICWUATOG, JE
IR, EKAEKTIIKH) GUVOEGH) Kall OpACH) Kall GE
GAAOUG UNOOOXEIC, [E BPaoEia
@MOKATAGTAGH THG AETOUPYIKOTATIAG, TV,

PLT peTa TNV ICIKOI'II’] NG XOPNYMoNG.
MaAieral, Vo) 61 epeuva
(PAVIKE ocps)\oq TG AUAGCIEINAINNG e
aoBeveic e NSTENVI aviiNET@RICOUEVO UE
PTICA, annv OEV.
OIamIGTWE KEIKAVEVG OPENGG YI'aUToUs
U OXEOIACOTAV, I [IPWINN GUVTRPATIK
OTPATNYIKR, GAAGIGVIIBETA GAVAKE HIa
UWRACTERH MPWIKNR BVATOTATA.
Tipoiuray( ): Eival eva
EVVEGTENTIOIO) [JE EKAEKTIK| OPUCH| KAl
TAXEIA anexkandorach TnG
AEITOUPYIKOTNTAG T@V: PLTT. 2THV HEAETH
(Platelet Receptor Inhibition: 1n
ISEhiemic: Syndreomer Management) peOnke
uslwon oroV. Kivouvo Bavarou [ EM KGTG
70% ©10UG aoBeVEIG e NSTEMII fAou Toug
XOPNYNBNKE TIPOMIURAVA OE GUYKPION LIE
aUTOUG MOU GVTIPETWRICTAKAV. JE NAAPIVA.

CAPTURE PRISM

B Heparin I Abcivimab + heparin| .I Heparin I Tirofiban

P 0.001 oo P 0,001
| 9.8

Daath ar ME at 30 days (25)

T = 0.1 g/ nT = .1 pg Tnl = 01 gl Tnl =01 gl

Copyright 2005 by Elsevier Science




ANTTIAIMONETANIAKE ARG

ANASTOAEI> FAYKOMPQTEINHY I1b/11la

ERTi@IuEaTion ( ): 2UVOETIKO ENTANENTIONI0! JE EKASKTIKI]
OPUOH| KAl TIayeId NOKATAGTAGH THG AEITOUPYIKOTNTAG TV PLT.

YUN@WVal e TIC KATEUBUVTIPIEG OONVIEG:

XOpnyoUNE HPWINA;, Orous AGBEVEIE METPIOW KAl UWHAGY! KIVOUVOU
pe NSTEVI, mour 6al aviieETwRIeNeUV GUVINPRTIKG), THR0®IHIIAVAIN
ENNI@IIEATION:

AV auTol oIl aoBEeVEIG, HETA avINET@NIOTOWV. e RCII, peTa TRy PCl
6a TOUG YOpRYMBEI HAAI T0, 1010 (PAPIAKO:

Rl auroiEiaunn avieyosikvuTall O£ AoBEVEIG NOU AVAIHETWHICOVTAI
IOVO GUVTHPRTIKG.

XOpnYElinall Vo) 68 ACOEVEIG MoW 0onyouVIal Hpwikalee RCl,
dpecwe pera mnv: PCI.

H'1n vevia avaomolewv: lB/1lNE per 05 0oKINAGTHKE G& GOOEVEIG
pera ame OxX n PCI. Hiyakpoypoviar aywyn OeV. EIXe kaveva
OMENOG KdI HId HETA-AVAAUGH EOEIEE AWENON| THG BVATOTNTAG GE
GUYKPIOH| UE TIC OUAOEC EAEYXOUI (JUE 1) XWPIC AGHIPIVA).
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ANTINEHKTIKE ARQEH

01l OUBIKEC AVIINAKTIKES OUGIEE EIVA X Q—=0 X

KUPI®OG 1 QA poUBIVANIT IEIopacH 0 ﬂmmﬁmnﬁgmq

KUPIWG EVAVTIFTWY, napayovm)v ITa, [ li£ KOULODIVIKG

Xal, IXa kal o1l EVEPYOHOINTES TOU X 00 —= OO Xa
HAGGLIVOYOVOUNOUIEVERYGHOIOUY. TV avTidpaog

EVDOYEVT] IVWOOAUGH) I ﬁl:gpﬁ]q‘mﬁﬁmuﬂ[m

Ta avniBpolpivika papuakad
EVEPYOUV. EITE G ELNECOI AVACTOAEIG
TG OpopBiviag, swcrxuovmq T OpAGH
ThG AVIIBPONIVAG 111

(Hrapiva LMWWHY)), Eifie, 06 GUEGO!
AVAOTONEICT popﬁlvng
(MEIBareup) /v) [ TOU mapayovma Xa
(Eendapaminux):

lia BpopoAuTika pappaka
EVEPYOMNOIOUV, TOI MAGC|UIVOYOVO.

OI avrifinapivec K (koupdpivika)
AVAGCTEAAOUV. O1A(POPOUC [APEYOVIES
OTOV. KATAPPAKTN, THG mAENG (VI IX,
X, 1) n napaywyn TIWV OMOIWY.
sEapTaTal an'Tn Vit. K.




ANTIMNHKTIKH AFCQIH

Conltacl
Activation
Pathway

Tissue Fondaparinux
Factor
Pathway

E

UFH

Inhibition of the contact activation and tissue factor pathways by UFH and inhibition of the tissue activation pathway by LMWH and
fondaparinux. Tissues factor pathway: initiation of coagulation is triggered by the tissue factor/factor Vlla complex (TF/VIla), which acti-
vates factor IX (IX) and factor X (X). Contact activation pathway: initiation of coagulation is triggered by activation of factor XII (Xlla),
which activates factor Xl (Xla). Factor Xla activates factor IX, and activated factor IX (IXa) propagates coagulation by activating factor X
in a reaction that utilizes activated factor VIII (Vllla) as a cofactor. Activated factor X (Xa), with activated factor V (Va) as a cofactor,
converts prothrombin (Il) to thrombin (lla). Thrombin then converts fibrinogen to fibrin. UFH targets steps in both the contact activation
pathway (inactivates Xla and Xlla) and tissue factor pathway (inactivates 1Xa, Xa, and lla). Fondaparinux modulates the tissue factor
pathway by inactivating factor Xa. LMWH also modulates the tissue factor pathway by inactivating factor Xa and, to a lesser degree,
factor lla. LMWH exerts weak activity against the contact activation pathway. P indicates phospholipid surface; TF, tissue factor.




ANTIMNMHKTIKH Al'CIH

HITAPINH

Fig. 3. Heparin interaction with antithrembin TTL Heparin binsds ancithrombin T11 theough the interacton of a specif=
ic pentasacchande sequence within the molecule. This intemction then transforms antithrombin 1 into an active
inhibiter Boand to antithmombin 1T, heparin forms @ scaffold prometing the interection betwesn theo mbin and
antithrombin (inece the complex has been formed. beparin is free vo participare in ancthar roind of inhibirion

Mia JETAVAAUGH| TOAAWY: MEAETOV, EOEIEE UEIWOH)| KAd 83%6) TG BVATOTATAG KAl ToU
EM oroug 6/ kal 12 UnVeG.

H cuvieTwpevn 00on i.v. boelus eival 60 U/kg kal 6 arayonVv: eyxuon 12 U/ka/h.

@, XPOVOG HEPIKNG BpoBORAAGTIVAG (ARTHR) MPEREl VAl Eival 50-90sec. INEpamepw
aué,non AUEAVEI TOV: KIVOUVO YId GIUOPPAYIEG.

H Yoprynon MPEREl Val VIVETAIl UE QVTIAIEG.

MRopEIl OpwG, ValnapannpnOei HoIKIAOHeP®Iar oTiny. avAIinKTIK opdcn The UEH, onA.
AVTIoTAcH) GTRV. ANApPIVA. NPOKAAEITal AOy® fNPOCKOAARGHG TG UEH OE fMapayovies
MOU, EkKpIvovTal ano Ta RLT (PF4) Kal OTIC NPWTEIVEG OEEIAC (pao 2 aumnv. Inv.
NEPINTWON XPEIACETAIl TITAONOINGH) THG 00GNG Yid Va EMITEVXOEI 10 %E)\TIO’TO EMINEOO
AVTINNKTIKOTATAG,




ANTINEKIIKE AFQIFH

Fig. 4. Lo warl ecnilar weighet (LAWY bepar eraction with aotithoombin TTL The »nathe or chembcal frag—
e bt o naih cparin yiclds fragmencs of urlll o stee, “LMW-heparin.® LMW h:‘[:nrl. .'alﬁ binds antthrombin 111
through the interaction of 8 specific pentasace q'u-rh.c-.Th inte=rmetion then tmnstormns antithrombin 111 ine
an scrive imhibirer. Unlike unfracrionared hep A heparin is noc able i form. 2 scaffold with thromibin and
therefore the specificity of antithrombin IT1 is For Eactor 2

EYOUV, EUPEWE OOKINAOTEI WE VA [UEGO BEATIOGNG TG avaninnKTIKOTATAG Ue UFEH.
2VOUACOUV: aVACTOAN Tou apayovial lla kai Xa kal enel avaoreAAOUV: Kall 71| OpUoH)
Kall TV napaywyn BpopBivic:

ANOKTWVTAI Ao ANONOAUNEPIGHO WV KAaeikwy: UEHI k@Il ERIACYR aUTWY. NOUI EXOUV.
xaun)\OTspo MLBE

%6 oUyKpIon pe TV UEHIOU EXEll OXEOOV, IGODUVAN) @viil-Ila kal avii-Xa 6pact, ol
LVWHexouv: GUERNEVOUG AOYOUE aViiELla Vs avii-Xa 0paet, eifie 2:1 i OaATENapIVI]
( ), Elire 8,8:1 n evetamapivi ( ).

Tia MAEOVEKTINATA TOUG O ouprlon we Tnv: UEH eivai:

ExoUV: HEYaAUTEPK| GVAI-Xal 0pdoH dpal GVACTEAAOUV. TinV. idpaywyi] BpolBIVAG [Io
AMNOTEAECATIKA.

Aeyv emnpeacovmal an'Tic MPWTEIVEC NOW mapayouV: Ta PLT.
lIpokaAolV: UeyAAUTEPH AVACTOAN TOUI TF.

YUVoOeUOVTAl Ao HIKPOTEPO MOCOOT0 BpolBomeVIac.
XopnyouvTral UNnooopime Kal 0V XPEIACETAI EAEYXOG ToU APTT.




ANTINEHKTIKE ARQEH

Efficacy and Bleeding Complications Among

In-hospital Mortality or Bleeding According to the Level of CrCl Patients Randomized to Enox or UFH in NSTE-ACS
in Patients Treated with UFH or LMWH
Death or Ml at 30 Days

i Events, No./Total (%)

e boapital Yarality LNWH

w— Blnding LNNH Trial  Enaxaparin UHF OR (35% Cl)

=
ha

ESSENCE  S4M607(56) 1184564 (75)  0.76(0.58-101)
TIMIIB 1451953 (74) 1634957 (86)  0.88{0.70-1.41)
ACUTENl  25315(79) A0 B1)  097(0.514.89)
INTERACT ~ 19/380 (5.0) 3366(90)  0.54(0.30-0.98)
AtoZ 13TMBS2(T4)  139ATEB(79)  0.94(073420)
SYNERGY  G364392(140)  T224902(145) D36 (0.86-107)
% i R A G G A QVERALL 1611088 (10.0) 11920847 (11.0)  0.91(0.63-099)

Creatinine clerance {mlL / min 0 1
OR (95% CI|

v Xpelalenal npoooyn o€ aobeveic e XNA kal npemnel va PEIoVETal i
000N TOUC av: N GFR<30ml/min.

v e Uid peAeT, BPeBnke OMEAOG THG EVOLaNApIVIAG O CUYKPION IE
TNV, Tivcamapivi (. ), K@il TEAIKG @aiveral ol eivall i EMWH
eMIAOYNG omouc aoBeveic e UA/NSTENIL

v H GUVIGT®WIEVR 000N TNG evoiamapivig sival img/kg X 2.

E

£

i
2o,
:
Eﬂi
2
s
fi

ti

b




ANTINHKTIKE AFQIFH
FONDAPARINUX

Er|€|6rl £valano Ta q)spopsva FI)\SOVEKTI‘”JGTC] TV LVWH EVAVTI TNng UFH eival n
HEYAAUTEPH GVACTOAR TOUI Xa, i EPELVA MPOXWPROE 0 KABapoUG avacrro)\aq TOU Xa.

ET61, 0nIoupyHBnKe ToI NEVIAOAKyaPI0Io) fondaparinux ( ), oW exel BPEBEIvVA
eival anemEAECLATIKOTEPO) AMO) THV, EVOEANAPIVAT TRV GHOMUYH| TNG V. Tw) BABE
Bpoppwene:

Z15)\ OOKINAGTHKE IE ENTUXIAIKAI GTOUG aGOEVEIG e UA/INSTIENI Kal
HAANIGTIAI TAEOVEKTEI GO Ol MPOKAAEI AIYOTEPEG AIOPPAYIEG.

JUVICTIWIEVR 000N Eival: 2,5ma/day.

Death, MI, and RI Major Eleeding
Hazard ratio 1.01 {85% Cl, 0.90-1.13) Hazard ratic 1.0 (85% Cl, 0.90-1.13)

Fondaparinux

0.04
Enoxaparin
0.03

0.02 4

CUMULATIVE HAZARD
CUMULATIVE HAZARD

Figy. &. Penrmecianicds interetien with srhibmembin [ W e |lurr'r pemtimace ica werpuenee Ix epubred for
aacichaorbin 10 activation, s oew s of ageans exploring this pquieres have been lntieduced. These syeeneic
penneizhande mslsciles are not able oo b s el with hsmbin e cheefoe de peeifizin e for o Xa .01
thilnia i

Enoxaparin Fondaparinux

o
2
2

A 0.00

OASIS 5 Trial

Death through day 180 DAYS

A Mo. at risk
— Enasaparin Enoxaparin 10,021 5954 9824 9724 9652 9503 9550 9515 9470 10,021 5973 9871 9774 9682 9625 9575 D527 9478
Fondaparinux 10.057 9986 0836 9752 0684 0628 0589 9541 9510 10,057 10,028 9951 0884 0838 9796 9773 0738 9709

Camulative Hazard

Hazard ratic, 0.58
(953 CI, 0U80 - 9.0a)
P=005




@ PONOE TG BPOBIVAG

VWENII

thrombin

PAR1

Figure 3. Roles of thrombin produced on the TF-bearing cell.
Thrombin exosite 1 binds to a recognition site on platelet
PAR-1, and the bound thrombin cleaves PAR-1, exposing a new
amino terminal that binds to a recognition site within the
7-transmembrane domain. PAR-1 activation signals a number of
platelet changes including degranulation of a granules, changes
in surface phospholipid composition, and inside-out signaling
that activated platelet glycoprotein lib/llla. Thrombin also
cleaves factor VIl from vWF, releasing it to bind to the platelet
surface, and thrombin activates factor Xl, which is bound to the
platelet surface, probably through GP Ib.

loAupepn Tou IV OoUG:

thrombin

PAR4

Figure 4. Roles of thrombin produced on the platelet surface.
Thrombin cleaves fibrinopeptides A and B from fibrinogen
(shown bound to glycoprotein lib/lla), exposing recognition sites
that polymerize the fibrinogen into fibrin strands. Thrombin
binds to fibrin and is incorporated into the growing clot. Fibrin
acts as a template to accelerate thrombin activation of TAFI.
Also, thrombin cleaves factor Xl releasing the 2 B chains from
the 2 activated A chains that have transglutaminase activity.
Also, thrombin binds to and cleaves PAR-4, exposing a new
amino terminal that binds to a recognition site within the 7
transmembrane domain.




ANTIFHKTIKE AFQIFH

AMEZ2OI ANAZTOAEIS> THZ OPOMBINH2

‘Exouy 10 I'I)\EOVEKTI‘]gG OE OUYKPIOT UE TOUG ELNECOUG AVAGTOAEIG THG BpopBIvAG
(UEH & LLMWH)), 0T O£V/ XpEIACOVTAl ThV aviiBpoEive Vid Va 0pacouV: Kal OpouV: Kal
EVAVTII TG ouvéséspsvnq om0 IVWOEC BPolBIVAG.

%sv avIiopouV. UE TIC NPWTEIVEG TOU WAGGATOG KAl EXOUV. GraBER AVTINMKTIKA
oelogf

NaparnauTal,a aioTEAECHATA TWY. [UEAETOV 0L GUVEKPIVAV, TV, [00U0IVI] KAl
)\snlpouélvn ( ) WE TV UEH: E0EIEAVAIIKPEG 6|a(popsg GE OMEADE AUTWY: TOV,

PApIAKGV kal \I'auTo PR oloneIotvdll JOVe OTaV: EXOUE

popBomevialano UEH i
EIVIVVH.

poo®aTa, GTNV PEAETH) (Acute Catheterization and Urgent Intervention
Tiiage Strategy)), HeAETHBRREMNILILAACUPIONVI ) OIIOUG GGOEVEIG HIE
NSTEMIF kama Thv: oldpkela Th6 RCILBPEBHKAVAIAPONOIAI ANOTEAEGHATAl UE EKEIVA TOU
ouvoudoew UEHI& GR Ib/IIz, ahAd AraV: nio aoPaAnG omav. 0poUcE [UoVA| TNG.

Acuity - Primary Endpoint Measures

UFHIEnoxaparin + GPI vs. Bivalirudin Alone

Primany Bival UFHEnox RR {95% CI)
endpoint Risk Ratio £ 95% CI alone + libfllia

Net clinical i
pibegmin 101 % M7 % 086 (0.77-0.97)
Ischemic

L1 oy
comipcaits 7.8 % T3% 1.08 (0.93-1.24)

Major = 30 & : B
bleeding 3.0 % 57 % 0.53 (0.43-0.65) :

o 2

Bivalinudin 1 UFHIEnox -
alonge batter ibilils Bather




ANTIFNHKTIKE AFQIFH

ANTIINTHKTIKA Per os

A= ,--..,;L/ --'Tiph

nouaEvabdv

:F;;'l"'-“‘l'”- 4 Yﬂ;{ZF‘I

LHGD0TTE

glu gla
‘Whasin K
Dependant Protaing -N-g-'-‘-- =gt

Vitamin K K
Reduciase Reductaze

Fig. &, Mechanism of warfarin snticosgalant effect. Poortraslaticnal y-carbamabion of viturdn K-dependent proteing
oecurs i the Livee Warfarin inhibis vinmin K reduetion thus halring shis process. thoeylared proceing cansor
Bind ealcium, cannar be activated, ind thus are sleared mare rapiclly frems e ciecularion, Warfarin andaapulanion
represants o balance betwesn chis inhibicion and avopenous viemin K inede. Exspenous viemin K (KH3) is the
meduced farm

%€, POCPATES PWEAETEG Kall OE, Jid HETGAVAAUGH TG
, PAVNKE Ofill 6, CUVOUACHIOG ACHIPIVAG CUV
BEEOAEPIVAG EIVEI IO GNOTEAEGHATIKOG GO, TV
achipivn, e aeBeveic e WA/NSTENI, Hovo) yia
uaKponpoesopn OEUTEPOYEVA npo)\mpn

QO000), OEOOHEVOUITOU NIAPOMOIOUI OGEAGUG oY
NAPATHPEITAI JE THV: KAOHIGOYPEAR GUVATHY.
ACHIPIVA, [ EAAEIWR) THG AVAYKAG HAPAKOACUBHGNG
TOUI INR'KaI i, GUXVI] XPron|PCI & stent GToV
n)\r]eucko TWY, GOBEVV, OOV, ONi010; i) KACHIGOYPEAR
EIVAIl KAAGI EOPAIMHEVH, 1 KAIVIKT] XPHG THG
aenipivaG GUV. THG Bapcpaplvnq VAl NEPIOPIGIEVA.

OpWG, PETAED TV, ACBEVWVY: MOUI EXOUV GAAR

EVOE] n ViG BAP@APIVA ACY W KIVOUVOU! GUCTRNATIKG
EMBOANG (AE, GOBAPH| APIGTERH) KOIAAKI]
6u0)\£|Toupy|a) 0/ OUVOUACHOG GEHIPIVIG CUV
Bapcpapwréq Ba fjrav: poTiPoTENOG Yid
HakpomPOBEGHN aviiB POl BLIIKA CrEaTRYIKA.

Y AUTOUG TOUG GOBEVEIG, AV UNBBARBOUV 6E

EI0Ay Wy stent,, [UOPEI Val XProIHeNoINBE: TRINACG
GUVOUGGHOG, UE TV PGB K| KAGTIOOYPEANG VIal 1
Rva (TNV.NEPIOOO) KATA THY. ON0IA! 0] KiVOUVOG
BpONBWENG TOU Stent ivall UWRAGTEPDG).

NEOTEPO AVIINNKTIKG PEr 05 NOU OOKINACETAL, EIVAI
| SEAGyaTpavi; e KAAGI AROTEAECHET,
XOPNVEITAIoE KaBoPIGHEVH| 0001, OEV ANaITEl
napakoAouBnen Toul INR, aAAG GRAITE] GUXVO
ENEYXO TNG NAATIKNG )\slToupylaq




AVANOTEAECUATIKOTATA
BpolBoAuenc omor NSTHEMI

Enieiorn 0| 6pouBoAuTiKe Oepaneid eival WOEAUR 610 STEVIL
OOKIUAOTHKE LAMWE UHOPE! Val NaiEEl Kal Kanolo; POAC GT0 NSTIEVIE

%1V EpELVA , GoOevElG e UA/NSTENMI nou
espansuovmv HE aomplvn UEH k@l aviiioxaipike 6paneia,
TUXCIIOI'IOI% NKav.valAdsouy eife t=PA; eife placeno. Aey.

[APAITHPHOR KAV, OIAPOPES GV EpAVIGN Bavamnou i EMIpend tinv.
TUXAIONOINGH)| | ENAVAAAUBAVONEVAG, GVIIKEINEVIKG TEKLNPIMHEVAG,
IOXAIMIAC UECA OF 6, BOOJIAOEG.

T1al BpoEoAUTIKG GUppaKa OV BEWPOUVIIAI OPACTIKA GV
avieromoen Toul NSTEVI, B10Til Ve MPOKAACUV AUGH Tou 8popfou;
T0l UNOAEIIPATd Tou avacuykpeTouviral. H anehewbepnon) TG
BpopBIviag moulnTav: 0ecHEUNEVH G0l 6poj[50; 0oMnYEl GE
gvepyonoinon TV, PLT, Td onoeial cUocwpelovmal kal OUYKOAACUVTAL.

AvmiBeTa, Talavii-PLT Gappaka napePnosiCouV: Tny: avacuyKpoTnion
ToU epopBou Kal 00nyouUV: OTNV. OpIoTIKA AUGH TOU.




Primary therapeutic measures

Oxygen

Insufflation (4 to 8 L/'min) if oxygen saturation is < 30%

Nitrates

Sublingually er intravencusly (caution if systelic bleed pressure < 30mmHg)

Aspirin

Initial dose of 160-325mg non-enteric formulation followed by 75-100 mg/d (intravenous
administration is acceptable)

Clopidogrel

Loading dose of 300mg (or 600mg for rapid enset of action) followed by 75 mg daily

Anticoagulation

Choice between differrent options depends on strategy:
. UFH intravenous Bolus 60-70 IU/kg (maximum 5000 IU) followed by infusion of 12-15 IU/kg/h
{IU/h maximum 1000) titrated to aPTT 1.5-2.5 times control
Fondaparinux 2.5 mg/daily subcutaneously
Enoxaparin 1 mg/'kg twice/daily subcutaneously
Dalteparin 120 |U/kg twice/daily subcutaneously
Nadroparin 86 IU/kg twice/daily subcutaneously
Bivalirudin 0.1 mg/kg bolus followed by 0.25 mg'kgh

Morphine

3 to 5 mg intravenous or subcutaneous, depending on pain severity

Oral betablocker

Particularly, if tachycardia or hypertension without sign of heart failure

Atropine

0.5 - 1 mg intravenously, if bradycardia or vagal reaction




MAKPOXPONIATANTIIZXAIMIKH ©EPANELA

ANAZTOAEIZ METATPEIITIKOY ENZYMOY AITEIOTAZINHZ
ANTATQNISTES T2N YIIOAOXESQ2N TH2 ATETIOTAZINHS

@ TV, oEsla (paon TG BEPAnEIac, omn MEAETH
(4" Internationall Study of Infarct Sunvival)y
MIXOPIVAG! ToUG 6 UA/NSTENIIOEV NGPOUGIGCE

OMENOG,

I

QWG N HAKPOXPOVH XOPHYHGH TOUG Eival

anapaimnmn o0& AoBeVeiG pe 2. == Placabo

w Paringdopril

]

Log rank & = 000032

=]

[Flai Touc a-MEA, TG HEAETEG (Survival And
\/entricular Enlargement) & (Studies Of Left
Ventricular Dysfunction), BREBRKE Gl 10
UNoTPOoNIECOV EM Kailn) avaykn) VialEnavayyeiwon
NEINBRKAV, IE KATONPIAL( ) K@l evaAanpiAn
( ) Kalll EXEITTAEOV ENIBEBRIMEE
XPNGIHOHOIWVAEGE, AAUIPIALN( )y LEDIVOOIPIAL
( )L Kall COWEVORPIN ( ), aVTiGTOoINa

oG (Heart @utcomes Prevention Evaluation)
(EURGpean trial On reduction) of

cardigc events with Perindepril in stable corenary

Artery disease) kdl

WIOOHAWYOVAAG EVAIGVATIORATNIKO GI‘IOTE)\EOUG 2 3

OAOKANPAG THG TAENG AUTING TV, OUGIWY. Time (yr)

rICI jfelte ARBsS, EXOU|J€ I'IGpO|JOIG CII'IOTE)\EO'UCITG Copyright 2005 by Elsevier Sclence

HEIWONG TNG evnTOTnTaq, OMWG Omn HeAeTN
(VALsartan In Acute myocardial
iNfarction! Trial) omou ¥pnoijonoinénke BaAoapnavi
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MAKPOXPONIATANTIIZXXAIMIKH ©EPANELA
ZATIEX

Hixoprynen onarivay: ueralano WA/NSTEVI, Pelwvel Tav BvaToTnTal, 1iG ENElBACEIS
ENAVAINATWONG KallVed enelcooia EM.

O1l omamiVES EXOUV. MAEIOTPOMIKEC OPATEIG:

YHONMIOAIIKA OpdcH.

AVTIPAEYIOVWON OPAGH.

>TaBePonoIouV. I aBNPWPATIKES MAGKEG MOUI EXOUV. IPOKAAEGEI T0 OX.

H pehern (Scandinavian| Simvastatini Survival Stuidy), HEAETHGE TiNV: 0PACH TG, CIULUOTAnHVIAG
) & E0EIEE JEIWON TNG BVATONNTAG KaTal 30%, Veoul EM kamd 37% Kal ThG
OTEMAVIAIac ENAvVayyeiwons kand 37%.

>TIC JENETEC (Long-term Intervention withi Pravastatin in Ischemoc Disease) Kal
(Cholesterol AndrRecurrent Events) eniBeBaioBbnkav aurd Ta aioTEAECHATA Kal KABIEPWORKEO
OTOXOG TMG UMOAIMIOAINIKAG aymwync yia mnyv: LDL(<100mg/dl) oe acbeveic e ywwomn 2N.




MAKPOXPONIATANTIIZXAIMIKEH ©EPATNELA
2TATINEZ

w= Pravvastatin 40 mg {16.7%)
o | = Adoreastatin B0 mg (12.9%)

H peAeTn

(PRavastatin' O ater\Vastatin
Evaluation and lnfection Therapy-
Thrembelysisiin Vyecardial Infarction
22)) GUYKPIVE TV AROTEAECHATIKOTHIG
TG ENIBETIKNG EVAVA THG GUVIIBOUG
UHONIIOAIIKIG GYWYIG [IE OIATIVEG GE B s
GOOEVEIG ETA Ao OXX. DAVAKE OT 2 15 18 21
000 xapnAorepn N LDL, 7600)70 Follow-up (mo}
KGAUTEDO. HI OPAGTIKOTER EAGTT MO
7NG LDIL e TV aropBacTdiivi

(17) 1) GE GUYKPION [E TV, |t
sz ( b v ) Odds ratio (95% CI) reduction High dose Std dose
OUVOREUTINKE Ao [UEYAAUTIERN e - o 1472098 1722083

EANATTIOON TV KAIVIKWY GUHBANATY. - 70 @3

to- = 205/2265 235/2232
A-to-Z 15% 9.1) (10.5)

ANNEG O GTiVEC neu |JI'IOpOUV Vd TNT _pie, 334/4995 418/5006

XpnaijionoinBoly: Jakpoypovia Eivalln i
poGoeUaonaTvi( ) Kai N IDEAL T e (104)

J | , OR, 0.84
oAoupBacTanvi ( ). o 95%CI,077-091  _ygo, 1097/13798 1288/1375

p=0.00003 {8.0) (9.4)

L 1

B6 1 1.5

Percentage with avent

right 2005 by Elsevier Science

High-dose better ~ High-dose worse




MAKPOXPONIA ANTHIZXAIMIKEHF ©ERPANELIA

[TIPO®DYAA=H TOY ENEPIFEIAKOY METABOAIZMOY
TN MYOKAPAIAKQON KYTTAPQN

HEToINETGLIOAL( ); IPOPUAAGGEL TiOV: EVEPYEIAKONIETABOAIGHO TOU
KUTAPOUMOU EKTIBETAI G€ UHOEIA 1| IGXAIial, ANOTPENOVIAG THV MEIWGH TV,
EVOOKUTTAPIKWY GUYKEVIPWOEWV, TOU ATP.

I BEATIOEH| TOUI KAPOIAKOL! EVEPYEIAKOW |J€TCI§O)\I0|JOU EIVAIl ANOTEAEGA

NEPIKNG AVABTOANG TG OEEIOWGE ANAPWY. OEEMVNOUNIPOEPXETAI EKTING
AVAGTOANG TG S=KETOAKUA-GUVEVCUNOUIA BEIGAIGHG UAKPAG GAUGOU (8-KAT
AVAGCTOAEAG).

AUTO OONVEI G& AUENGH TG OEEIBWONG TNG YAUKOUNG (GEPOBIANVAUKOAUGH)

HEGAAGyT) TG APOTIRGHG O& EVEPYEIAKO UHOGTPWHAIGRNO) Tif]V: OSSO0 1wV
AIIAPOV. OEEWY O]V, OEEIOWOH) THG YAUKOUAG, IROPEI VAl EERYHGEI TIG
avaioTHBAaYXIKEG IBIOTATEG THG TPINETACBIVAG.

IH ®0c0AoyIa noU APEmEl Va xopnyeiral eivai: 35mg X 2.




EneBaTikesc evavii GUVINPATIKWY
ONPATHVIKWY,

YIGPXOUV. 2/ VEVIKEG IPOGEVYIOEIG
OO0V AMPOPM TV, ENAVAYYEIWOT] CloUG
aoBeveic e UA/NSTIENMIL:

Mpwiun enepBarikn
GVTINETWRION) MOUNEPIAGLBAVE] T0
GTEPAVIOYPAPIKO EAEVXOIKAI TV
AEGT ENENBEOH| ENAVAINETWONG|HE
PTCA 1), GABG avdAoyal [ TV,
avanopia Twy; GrEQavidiny apTr]ploov.

Zuvrnnnrmn avrugrwman kamd
THVAOTI0I G CTiaBEPBHOIEITAINGIGCOEVIG
JUE T, PAPHAKEUTIKN| @y@yrIKal
UNOBAAAETAI GE GIEPAVIOYPAPIA AV
exel ornBdyxn o€ NPEMIali av.
POKAAEITAI ICXAIHIA IE OIAMPOPEG
OOKINAGIEE:

€ JIEAETEG NOU OIEVEPYHONKAV,
TEAEWTAIAIKAIl GG GNIOIEG Ol ACOEVEIG
UNoBARBRKav: 6€ Gre@avioypadial3=7
NUEPEG PETA T0) OZ Kl
XPNOINOMOINBHKAY KUPIWG, stent & GR
IIB/11E, GAVAKE UHEPOXR) THG
snsuBaTlan [POCEYYIONG EVAVTII TING

GUVTNPATIKAG,

]
Q

FRISC I

DeathMl (%)
® P B

B

DeathiMi/Rehosp (%)

DeathMIRA (%)

Copyright 2005 by Elsevier Science




ENEBATIKEG EVAVII GUVINPNTIKWY. CTPATHVIKWY.

Tial opeAn TG PCI EXOLY.
NApATHPHOEIGE GCBEVEIG
UWRAGTEPOU KIVOUVOU, EIOIKGI GE
AUTeUG e aAAayEG GTio) ST Kal [oU
elyav: BETIKH| TPONOVIVI GV

EICAy YN

g [HOHGIOVTAG THVABaBHeAGYIG
KIVOU

VeU kama TIMI oy
, UK PXE GIAVAIKO
OMENOG TG PCI OMoUG GOBEVEIG
VoIduECOU (THIMIFscore:3-4) kal
UWRAGU_KIVOUVOUI (TIMI score:s-
7)), OMABEC AOBEVMY, [TOU
aHoTEAOUGAEY, T0) 75% TNG MEAETNC.

OHBAVIKOG XPOVOG Yial RCl,
(aivenal val eivall MEGal GG NPWTEG
48 WPEC AMO TNV. MPOCEAEUGH).

Study
FRISC-II
TRUCS
TIMI-18
VINO
RITA-3
ISAR-COOL
ICTUS
Qverall AR (95% ClI) 0.75 (0.63-0.90) ©

0.1

1
Favors

Favors

10

early invasive conservative

therapy

therapy

Deaths (n}

Invasive Conservative

45

az

67

39

Catheter with

uninflated balloon
Catheter with
inflated balloon




EngpBamkec evavii GUVTNPNTIKWY. OTPATVIKWY,

11000 ) GUVINPATIKN, 000 KAl i ENEHBATIKY NPOGEYYIGCH EIVAIl GNOOEKTEG, YAl TV, AVIIIETONION
1wV aeBevav: e UA/NSTIENIL

IFid TeUG ACBEVEIG, MOU aVIINETWRICOVTAI GaPUAKEUTIKAL Oll EVOEIEEIC Yid OTEPAVIOYPAPIKO EAEYXO
eival:

EmavalapBavopeva enelocooia onnBayxne os NpeNia.
YU @opnmikn KA.

Allloouvapikn acnabeia.

Ioxalpia o€ OoKINACIA KOMWONG-

[NapamenaleVES KOINAKEG ApPUBIEG.

Oooy. dpopd iV RCII, eivail MAEOV. AHOBEKTO), Ol AHOMEPEI OPEAR OE ACBEVEIG UWHAGU
KIVOUVOU. 10i®G Ol r])\IKIO)|J€VOI GOBEVEIG [E a)\)\ow)oslq TOU ST kal dUENGN KApOIaKuV: EVCUHWY,
f 01l AOOEVEIG, [IE HETENMPAYHATIKT OnnBayxn MPENE! VA URoBAAAOVIAl O AEGO
OTEPAVIOYPADIKO EAEYXO,, WE MPOONTIKA| THV. ENEUBATIKR AVTIUETONION.

Clinical Outcomes for Patients Stratified by Age
(Invasive Vs Conservative Strategies) from TACTICS-TIMI-18 Trial

Death Nonfatal MI

Mansgemant % Nanagement %
Age Group Cens. Inv. OR Age Group Cons. Inv. OR

S5y 13 12 ss6y 34 42 122
> 55.65 y 20 22 A » 5566y 74 57
>B5T5y 4B 47 0. > B5.75 y 76 47

>TSy ; 79 z =75 . 4.3

Q 05 1 1.8 2 [ ] [ §-] 1 15 2

Invasive Canservative Invasive Conservative
better better better better




EnEBATIKEG EVAVITI GUVINPNTIKWY. GTPATHVIKWY
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ANYOPIBIOG AVTIUETWMICNG
UA/NSTEMI

|

ASA. enoxaparin or heparin!,

r
| High or intermediate risk! | | Lowrsk
“See text for timing
tRecurrent ischemia: T Trop:d ST LV failureddysfunction; hemodynamic
instability; VT, prior CABG
YEnoxaparin prafarred lor conservative sirategy; heparin
prafarred for aarly invasive strategy

Cnpyrlghl: 2005 by Elsevier Science

!
I

1orzVp, Mormal
suitabie for PCI - |

' -

iBAla ‘

inhibitors

grel. statin, ACE-] |

Copyright 2005 by Elsevier Science




EEQINO2O0KOMEIAKH AlFQIFH
AEYTEPOIENH2 MPOAHWH

KCITCI TV unoEaa q)aor] 1NG UWA/NSHENMINZ MAVEG),
Ufnlef0)% auEnpsvoq Klvéuvoq ENAVAARWAG TOU
ENEIOOOIOU., Menal dNo AUTO T Oldomnd, N MAEIOVOTNTA
TV, AGBEVMV, EXEl MAPOLOIA MPOYVOON [UE TOUG
AOBEVEIG e omabepn ommayXn.

O GMOYOG [ETAl TAV: EE000) AN TO) VOOOKONEIO EIVAl
OINAGC:

H GUGIKA dnoKkaTAeTAoH ToU doBEVoUG:

H enavexTiinGn TG [HaKPOYPOVIAG BEPANEUTIKIG TOU
AVIIUETWRIGNG Kall pUBLIGH TV NAPAYOVTmY, KIVOWUVOU.




OONVIEC GOV, AOBEVH




EEQNO2O0KOMEIAKH AlFQIFH
AEYTEPOIENH2 NMPOAHWH

w0V apepaleiiny. OIdoTPWHATWOI] KIVOUVOU.Yid,
HEAAOVTIKO KGPOIAKO auklﬁay, NPOMEIVOVI Al OPIGEVA
KpITH PIar EAGICOPEVA OV KAIVIKI KATAoHAGH) TWY
@GUEVWY, KallonareUpRanar dnio TG OOKINACIES KONWOIG,
E | XOPIC AEIKOVIOTIKES [VEBOOOUG,

j
‘ )
v




EEQINO2O0KOMEIAKIE AIRQINH
AEYTEPOIENH2 MPOARHWH

Yynnou kivivou
1. LoBapn guuévouoca Suoneoupyia apiotepng koinlag (KE <35%)
. YUnAou kivéuvou otn Sokiuaaia konwong (score <-11)
. ZoBapni SucREIToUPYIa apioTEPNC KOIRTaG eni doknong (KE <35%)
. ‘EANEINNG QINATMONG OTO HUCKAPSIO OE UNEPNXOKaPSIoYRagia ¢opTions (Kupieg Nnpdaio)
. NonAanna eNAEUMaTO aiATWOoNG OTO HUOKGPSIO O UNEPNXOKAPSIoyPa®ia popTiong :
. EKTeTapévo EAREIKNA aIJATWONG OTO MUCKGRSIO WE SIGTaoN TNG ApICTEPNG KoIfiag n auEnuevn npocAnyn 8affiou
and Tov NVEULIOVO
. 'EAAEINUG QIUATOONG OTO MUOKAPSIO LE SIATaoN TNG OPICTERNC KoINias N auEnuévn npocinyn 8anniou
. AUCKIVNOIQ TOU TOIX®UATOC (O MEPICOOTEPA ANO 2 TUNKATA) UNEPNXOKARSIOYPOWMIKA UE XAUNAEG SO0EIC
Sofoutauivng N ge xaunio Kapdiakse puBud (<120/min)
9. YNnepnxXokapdioypa@IKn andoEIEN EKTETOMEVNG IOXAINIAC OF UNEPNXOKAPSIoYPCYIa @OpTIoNG

EVSIGUECOU KIVEUGVOU

1./Hma SuonEeitoupyia TNG apIoTEPNG KoIRIag TNV NPEUIC

2. EvSigueocou kivéuvou treadmill score (-11 <score <5)

3. Métpio £ARSINLG aiNdTO®OoNG OTO HUOKAPSIo XxwEIc SiIGtaon TNG apiIoTEPNG KoIAiac  auEnuévn npooAnyn Baﬂﬂlou.' ;
and Tov nveluova :

4. NEPIOPIONEVNC EKTAONG IOXAINIO TOU MUOKORSIoU Kal SUoKIVNoia TOU TOIXMMATOG (OE NEPIOOOTENA and dUo
TWNKOTA) OE UNEPNXOKAPSIOYPAQIa @opTIoNG WE SoBoutauivn 6tav autn gival 0 uNAEC SO0EIC

Xaunnou kivéivou

1. XaunAoU Kivéivou otn SoKiuaagia konwong (score >5)

2. Kaeénou N uikpd EANEINMG OTO NUOKAPSIO OE NPEUIa KOl OE GOKNON

3, QUOIOAOYIKA KIVNTIKOTNTAO TOU TOIXMUATOC UNEPNXOYPCWYIKG OTNV NPENIC f oTNV UNERNXOYPA®Ia opTIONG




E=EQNO2OKOMEIAKH! AFQITH
AEYTEPOFENE FNPOAFWYIH

Kamal Tiv: €000 TOU dGBEVOUG, 1| PAapHAKEUTIKT aywyr| HOUINPENE
OMNWONMNOTE VA OIOETdll EIVAl:

Acnipivi:100mg/day. (Omav: 0eV. UNApYOUV: AVIEVOEIEEIC).
KAORIOOYPEANETSMO/day:
>Tarnivn. (Zroxoc LBL<70mg/dl).

B-blocker. (Omav: O£y UNAPYOUV VTEVOEIEEIC).
a-MEA i ARB:

[pEnEl ValoioovIal O0MYIES Vial To: fofe Ba enavekTiinBeile
aeBEeVNG.

[pEnEl Val 0100VTal OOMYIES Kal G0 HEPIBAAANOY TOU AGOEVEUG, Yid
THV. EVEPYOI GUBOAR| TOUI 6TV OEUTEPOYEVH MPOANWR THG 2N H
OIKOYEVEIQI AOPEI VA CUHBAAEI G GTiNPIEN TOW AGBEVOUG Kal
omnV: GAAayn| 1o Tponou (wRG! (1aTpodn, KAanvIGUA, KAIT).







