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The ACS spectrum
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H unoPia yia O Eekvael amno tnv

umnapén Owpakikol aAyoug To omoio

eudavilel UTTOMTOUG XOPAKTIPEC YLA

Loxatpio puokapdiou.

v" Hurnoyia evioxVetal

armoSuvVapWVETAL amod TNV Umapén
A 1N TPOoSLABECLKWY TTAPAYOVTWVY
otedaviaiag vooou | YVWOTHG
aONPOCKANPUVTIKIC VOOOU
(Lotoptko IN, mepLdeplkn
armodPaKTLKA apTtnpLlonadbeLa,
Lotopko A.E.E.)

To HKI amokAeiet i emiPeBalwvel to

STEMI

H ab&non Twv BloxnUiKwv SEKTWV

(tpomovivng) oto aipa

» elval 6edopévn og STEMI ko gv

XPELALETAL VO TIEPLUEVOULIE TA

EPYAOTNPLAKA OTOTEAECHATA SLOTL

Sev aAAAlel n BeparmeuTiki

QVTLLLETWTILON

og aoBevn pe otnBayxn tov

KaTtnyopLlomolel €€’ oplopol wg

nonSTEMI
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KAIVIKA gIkOva-0i1dayvwon Twy O

» O1 0008sveic Tpooépyovial oTta TEM pe Owpakikd eVOXARHATO aAAG TEAIKA pia

MEIOWN®Ia atTd auToUG £XEI EVOXANUATA CUPBATA e aoTabr oTnOAYXN.

> H diepevvnon diopkei péxpl Tnv emPBeRaiwon (RULE-IN) 1) Tov aTroKAEIoNO

(RULE-OUT) Tou OZ5.

» ZuvakoAouBa, o KapdloAdyog Ba AAREI Yia aTrod TIC TITAPAKATW ATTOPATEIS
dlaxeipiong Toug aocBevoug:

v"  Eioaywyn Tou acBsvolg otn Movada Epgpayudtwy yia TrTapakoAoubnon puduou

v" Eicaywyn Tou acBevolg otnv KapdiohoyikA KAvIKr

v'  E&ITAp10 Kal oBnyieg pe evoeXOuEVn cUOTAON YIa TIEPAITEPW EEETATEIC OE 2° XPOVO (TT.X.

yia AK, uttepnxokapdioypa@nua KATT.)




€Ival O ICYXAIMIKOG KAapOIaKOC TTOVOG
(oTnBayxn) ?

v'  AioBnua mrévou / ducgopiag oto oTABOC (0TTICO0CTEPVIKA)

v' Evdéxetal va avravakAd oTtov TpdxnAo, Tnv KA&Ttw yvabo, Toug
WMOUG, TOUG Bpaxioveg, aTn paxn

v. 2uvnbw¢ Ta guumTwuata eg@aviovral Katd Tnv  KOTTwan,

TTPOOOEUTIKA ETTIOEIVOUMEVA  PTAVOVTAGC OTO Mmaximum €vTog
AETTTWV

v' Ta guUTTTWUATO UTTOXWPEOUV ME TnVv avdatraucon i Je PBpaxeiag

opdong viTpwdn*
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: v' MTropei va ouvuttdpxouv ouvodd CUUTITWHOATA:

J

QUOTIVOIQ, EQiIdPWON, EPUYEC, aioBnua Eviovng KOTTwWoNG

v' 2& NAIKIwPEVOUC Kai dlafnTIKoug YTTopEi To dAyog va
aTToUCIAdel Kal va UTTAPXEl HOvo duaTTvola (I00dUVAO

oTnOayxng)
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AcT0o0Nng oTnOayxn

v' 2TNBAYXN oTnNV npeyia r o€ eAaXIoTN KOTTWON
v' Neopgavi{ouevn otnBdyxn

v' Crescendo atnBdayxn: ouxvoTepa e1eicodia
oTNéayxng, MEyYaAUTEPNG DIAPKEIAC,
XOUNAOGTEPOGC OUDOC EKAUCNG

v MeTeugppayuaTikil oTnoayxn

Ywpic oésia puokapdiakn BAaBn
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AIaXWPIOTIKO aveupuoua
} viouong aopTng
[lveupovikn euBoAn
VEUMOVIKN UTTEPTAON
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2 , / )G
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@opikn diayvwon Mpokapdiou AAyoug

 Noonuara Owpakog

[MAeupiTida
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TTaAIVOPOUION

Muikr) 6Adon
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MUOOKEAETIKA VOO juaTa



Retrosternal
Myocardial ischemic pain
Pericardial pain
Esophageal pain

Aortic dissection
Mediastinal lesions
Pulmonary embolism

Interscapular
Myocardial ischemic pain
— Musculoskeletal pain

Gallbladder pain
Pancreatic pain

Right lower anterior chest
Gallbladder pain

Distention of the liver
Subdiaphragmatic abscess
Pneumonia/pleurisy

Gastric or duodenal penetrating ulcer
Pulmonary embolism

Acute myositis

Injuries

Arms
ocardial ischemic pain
Pericarditis
Subdiaphragmatic abscess
Diaphragmatic pleurisy
Cervical spine disease
Acute musculoskeletal pain
Thoracic outlet syndrome

Arms

Cervical/dorsal spine pain
Thoracic outlet syndrome

Left iower anterior chest
Intercostal neuralgia
Pulmonary embolism

Myositis

Pneumonia/pleuri
Epigastric o Splenic infarli‘tionw
Myocardial ischemic pain Splenic flexure syndrome
Pericardial pain Subdiaphragmatic abscess
Esophageal pain Precordial catch syndrome
Duodenal/gastric pain Injuries
Pancreatic pain
Gallbladder pain
Distention of the liver
Diaphragmatic pleurisy

Pneumonia




E-ACS: HAEKTPOKAPAIOPAOHMA

o HKI" xpnoiuyevel oTnyv:

» QviXveuon TnG MUOKAPBIOKAG IOXAIMIiag

» TeEKUNpPiwon appubuiwyv

»  Katadeign VEO-eNPaVICOUEVWY OKEAIKWY OTTOKAEIOUWV

» 0Tn d10QopIKA diIdyvwaon atrd AAAeG TTaBNoEIg
Awn eviog 10° atmd tnv agign oto TET

MavTIK N AQn €mITTAéov
EKTPOKAPSIOYPAPNUATWYV O€ TTEPITITWON UTTOTPOTTAG

MTTITWHATWY 1} d1IaYVWOTIKAG au@IBOAiag.

ITAéov atraywyég oeciéC (V3R, V4R) kai otioBieg (V7- |
) O€ TTEPITITWON UTTOWIiag ouveXICOPEVNG I0XAIMIAG EVW TO

andard HKI" 12 amraywywv gival QUOIOAOYIKO



NSTE-ACS: HKI @ikd eupuara

MBavwg véeg KATaoTTAoEI§ TOU dIAoTHPATOS ST A TEKUNPiwon SUVAUIKWY
OAAOIWOEWYV PE VEEG KATAOTTIACEIG 1] NN EMHEVOUOEG AVAOTTACEIG TOU
dlaoTrpatog ST.

To péye00Gg TWV IOXAIKIKWY AAAOIWOEWY Kal 0 apIBOG TWV ATraywyWwYV TToU
QUTEG avixveuovTal gival avaiAoyeg Tou KAIVIKOU KIVOUVOU.

ExTeTapéveg karaotrdoelg Tou ST pe avdotraon tou ST otnv aVR R otnv |
V1 ogeilovTal ouvrBwg o€ TToAuayyeiakr ZN pe i xwpig vOoOo Tou OTEAEXOUG.
ApvnTikd emdppata T

Kakon0gig, KolIAIaKEG TaXuappuBpieg (KOIAIOKA papuapuyn i Epuévouca
ouykoTiTikKA KT) ; coBapég Bpaduappupieg (T1.x. TTARpNG KKA), ) véol
oKeAIKOI atrokAgiopoi eTIBapUvouv TNV TTPOYVWOnN.

®DuoloAoyiko HKT!

. 210 HKI" KoTaOTTIA0EIG KAl YN EMPEVOUCEG avaOoTIAOEIG Tou dlaoTAuaTog ST (BEAN).
Toinon Ue vitpwdn. £Tn aTe@aviaoypagia: ToAuayyeiakr ZN. XuveoTtrion CABG




Kapdiakoi B10degikTeg

Ta eTTiTrEda TWV BIOBEIKTWY OTO aipa Ba TTPETTEI va epunveUOVTAl TTAVTOTE UTTO TO

TPIOMA TOU 1I0TOPIKOU, TNG KAIVIKNG €1KOvag Kail Tou HKT .

Mia ogeia puokapdiakni BAABN/VEKPWON CUVODEUETAI UE EVTOG HIOG WPOAG AUENON Kal
EVTOG OAiyWwV NUEPWV YUOIOAOYIKOTTOINON TG UWNANG euaioBbnaiag TpoTrovivng 0To

aipa.

XapnA£€g TIpEG TpoTTovivnG (TIEG “rule-out™)

» 2¢& daroua mrou rpoaépyxovtal ota TEIN evidg piag wpag armd tnv Evapén Tou
Bwpakikou aAyoug (“early presenters”) @a TTPETTEI N VEA HETPNON TPOTTOVIVNG
va yivelr Tnv 11, 21 [ 3" wpa peTd TNV TpooéAeuon ota TEIM.

YWnAEg TIPEG TpoTTovivng (TINEG “rule-in”) =& puokapdiakn BAGRN
Evliaueoeg TINEG (TINEC “observe”) 2 xpR{ouv eTTavaAnyng oTig 3 WPEG KAl

EVOEXOMEVWG KAIVIKAG TTapakoAouBnong Tou aoBevoug




ellular distribution & Release from the
Cardiomyocyte

Structure of cardiac troponins

Myofibrillar troponins

cTnl, cTnT

Cardiomyocytes
—

"Tomyosin = +  Components of the contractile apparatus

Cytosolic troponins

+ Expressed almost exclusively in the heart

*ﬂmy < \) * Released into circulation following cardiomyocyte
L |

Ischemia-induced cardiomyocyte damage | nj u ry

Ischemic cardiomyocytes

Release of
- cardiac troponins into
the bloodstream >

The preferred biomarkers for the evaluation of

myocardial injury

- VESSEL(_‘)

TnC indicates troponin C; cTnl, cardiac troponin |; ¢TnT, cardiac troponin T.

A. 2013;309(21):2262-2269.



Troponin
lar distribution & Release from the Cardiomyocyte

CENTRAL ILLUSTRATION Mechanisms of Cardiomyocyte Injury and Associated Disease States

m Cardiomyocyte Necrosis
Myocarditis, ""_—-- -
myoperlcardlt!s. sepsls. S Ll L SERBARAARARARARTRENERANES I

heart failure

g a SRR DN

Cell Turnover

Cardiomyocytes

L L LI ST TR .

SRENNETRRINRE RN RBIN

Myocardial infarction

caeneRb I BRINANE

Heart failure, hypertensive
Physiological cell turnover Phiysilit::on?lg:aill;:gtfg{mer. urgency, increased left
' ventricular diastolic pressure

P —

Raber, 1. et al. J Am Coll Cardiol. 2021;77(10):1357-67.

The mechanism of troponin release may differ across conditions and disease states and includes ischemia, inflammation, cell turnover, exocytosis, and apoptosis.




Model for interpreting Myocardial Injury and  @eEgsc
Myocardial Infarction curopean Society

of Cardiclogy

With "~ Without
acute ischaemia ~ acute ischaemia
- :
Acute Acute Chronic
myocardial infarciinn myncal__'dial injury myocardial injury

v

—

p
Atherosclerosis xyﬂti’n SUP%IV
+ thrombosis bl
L 11 imbalance
YT STaTagTaTe YT YTy
Type 1 MI: triggers | | Type 2 MI: examples Examples Examples
= Plague rupture = Severe hypertension * Acute heart failure = Structural heart disease
k. Flague erasion CSustained tachyarrhythmia * Myocarditis * Chranic kidney disease
" g

Fourth loint ESC/ACC/AHA/WHF Universal Definition of Myocardial Infarction

www.escardio.orgfguidelines
European Heart Journal 2019; 40: 237269 -doi:10.1093/eurheartj/ehy462




Myocardial injury related to acute myocardial ischaemia

Atherosclerotic plaque disruption with thrombosis.

Myocardial injury related to acute myocardial ischaemia
because of oxygen supply/demand imbalance

Reduced myocardial perfusion, e.g.
+ Coronary artery spasm, microvascular dysfunction
« Coronary embolism
« Coronary artery dissection
« Sustained bradyarrhythmia
+ Hypotension or shock
+ Respiratory failure
+ Severe anaemia

Increased myocardial oxygen demand, e.g.

+ Sustained tachyarrhythmia

+ Severe hypertension with or without left ventricular
hypertrophy

Reasons for the elevation of
cardiac troponin values because
of myocardial injury

Other causes of myocardial injury

Cardiac conditions, e.qg.
+» Heart failure
+ Myocarditis
« Cardiomyopathy (any type)
* Takotsubo syndrome
«» Coronary revascularization procedure
« Cardiac procedure other than revascularization
+ Catheter ablation
« Defibrillator shocks
+ Cardiac contusion

Systemic conditions, e.g.
« Sepsis, infectious disease
« Chronic kidney disease
« Stroke, subarachnoid haemorrhage
* Pulmonary embolism, pulmonary hypertension
« Infiltrative diseases, e.g. amyloidosis, sarcoidosis
* Chemotherapeutic agents
« Critically ill patients
« Strenuous exercise




AATOPIOMOZ 0/1h

)i BrodeikTeg (YWnARg evaioBnoiag Tpotrovivn)
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Optional
Stress testing
or CCTA

or Angiography
or None

Angiography
or Stress testing

or CCTA

or none

v

Angiography

Echocardiography
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Table 5 Assay specific cut-off levels in ng/l within the 0 h/1 h and 0 h/2 h algorithms

0 h/1 h algorithm Very low Low No 1hA High 1hA

hs-cTn T (Elecsys; Roche) <5 <12 <3 >52 >5

hs-cTn | (Architect; Abbott) <4 <5 <2 >64 >6

hs-cTn | (Centaur; Siemens) <3 <6 <3 =120 =12

hs-cTn | (Access; Beckman Coulter) <4 <5 <4 =50 >15

hs-cTn | (Clarity; Singulex) <1 <2 <1 >30 >6

hs-cTn | (Vitros; Clinical Diagnostics) <1 <2 <1 >40 >4

hs-cTn | (Pathfast; LSl Medience) <3 <4 <3 >90 >20

hs-cTn | (TriageTrue; Quidel) <4 <5 <3 >60 >8

0 h/2 h algorithm| Very low Low No 2hA High 2hA

hs-cTn T (Elecsys; Roche) <5 <14 <4 >52 >10

hscTn (Architect; Abbott) <4 <6 <2 >64 >15

hs-cTn | (Centaur; Siemens) <3 <8 <7 >120 >20

hs-cTn | (Access; Beckman Coulter) <4 <5 <5 =50 =20

hs-cTn | (Clarity; Singulex) <1 TBD TBD >30 TBD

hs-cTn | (Vitros; Clinical Diagnostics) <1 TBD TBD >40 TBD =
hs-cTn | (Pathfast; LSl Medience) <3 TBD TBD >90 TBD ﬁ
hs-cTn | (Triage True; Quidel) <4 TBD TBD >60 TBD g

These cut-offs apply irrespective of age and renal function. Optimized cut-offs for patients above 75 years of age and patients with renal dysfunction have been evaluated, but
not consistently shown to provide better balance between safety and efficacy as compared to these universal cut-offs**36¢% The algorithms for additional assays are in

development.

hs-cTn = high-sensitivity cardiac troponin; TBD = to be determine

d 35-37,39.40,68,69.75 —84



Kapdiakoi B1odeikTeG

H apvnTik) TTpoBAETTTIKG adia pUOIOAOYIKWYV ETTITTESWV UYPNARG
guaioBnoiag Tpotrovivng yia armoucia OEM ayyicel 1o 99% - 1a dtoua
QUTA PITTOPOUV Va TTAPOUV ECITAPIO JUE £CAipEON KATTOIO TTOU EU@avi(ouV
GAANQ XOPAKTNPIOTIKA e uWwnAn TOavoTnTa yia OZ2 ) UTTOTPOTTI) TOU

Bwpakikou dAyoug

H BeTik} TTpOoBAETTTIKA agia augnuévwy emITTESWY UYPNARG evaiocdnoiag

TpoTtrovivng yia OEM oe £€dagog 2N cival ~75%

To uttéAoITTo TT0000TO ~25% aopd acBeveic pe AAAN TTaBoAoyia xwpig

ATTOQPPOKTIKH ZN



Table4 Conditions other than acute type 1 myocardial
infarction associated with cardiomyocyte injury
(= cardiac troponin elevation)

Tachyarrhythmias

Heart failure

Hypertensive emergencies

Critical illness (e.g. shoclk/sepsis/burns)
Myocarditis®

Takotsubo syndrome

Valvular heart disease (e.g. aortic stenosis)
Aortic dissection

Pulmonary embolism, pulmonary hypertension
Renal dysfunction and associated cardiac disease

Acute neurological event (e.g. stroke or subarachnoid
haemorrhage)

Cardiac contusion or cardiac procedures (CABG, PCI, ablation, pacing,
cardioversion, or endomyocardial biopsy)

Hypo- and hyperthyroidism

Infiltrative diseases (e.g. amyloidosis, haemochromatosis, sarcoidosis,
scleroderma)

Myocardial drug toxicity or poisening (e.g. doxorubicin, 5-fluorouracil,
herceptin, snake venoms)

Extreme endurance efforts

Rhabdomyolysis



AAAa S10YVWOTIKA NECO OTH O10YVWOTIKE TTPOCTTEAQCT
OwpakikoU adAyoug

* Ymrepnxoypapnua Kapdidg

* AKTIVOYpa@ia Buwpakog

e A-O1yepn (o€ utTowia TTVEUMOVIKAGC EMBOANC)

* AcoVIKr Bwpakocg

* ACOVIKN aopToypa@ia (o€ uttoyia
OlaXwpPIoHOoU aopTAG)

» ACOVIKI TTVEUMOVIKN ayyeloypagia (o€ utroyia
TIVEUMOVIKAG €UBOANC)




YTreEpnxoc¢ Kapdiag ag utroyia
NSTE-ACS

EPIOXIKN UTTOKIVNOid

ITNPNUEVO TTAXO0G
L HUOKOP3IaKOU
JIXWHATOG OTN OI0OTOAN

\\* UGI0AOVIKH NXOYEVEID

-

\ Bright and highly reflective

1yocardial wall = scar (old
1 %int arction)



-~ AlaoTpwpdTwon Kivdouvou kal Avtipetwtrion o€ NSTE-OZX

(NSTEMI & aoTtaBng otnBayxn)
2TPATNYIKES AVTIMETWTTIONG YIA BEATIWON TNG TTPOYVWONG

(erepBaTikni [Fypriiyopn ote@avioypa@ia] Evavrti AlyoTepo TTEUPRATIKAG)

Ooo uwnAodrepog sivai o apxikog Kivouvog yia 6avaro i un Bavarnedépo
(eTTav)éuepayua TO00 HEYOAUTEPO Eival TO OPEAOG aTTO TN SIEVEPYEIO OTEQ@AVIOYPAPIOG
yIa EVOEXOUEVN ETTAVAYYEIWON JE AYYEIOTTAQOTIKN ] EYXEIPNON AOPTO-OTEPAVIAIAG

Tapdakapyng (bypass)

000 xyaunAorepog gival o apXIK6g UTTOAOYI{OMEVOGS KivOUVOG TOOO TTIO CUVTNPNTIKA

MTTOPEI VO aVTIMETWTTIOOET apyIKA 0 acBevrg




MoAU uywnAou Kivduvou acBeveig pe NSTE-OZZ

O peyaAUTEPOG KAIVIKOG KivOUVOG O€ 00OEVEIG UE:
v' Aluoduvauikn aoTasia
» TepIAayBavel TN xaunAn aptnpiokn Tiean (<100 mmHg), T

@AeBokoppiki Taxukapdia (>100 o@UEEIG/AETTTO), TRV APXOUEVN
aploTepr Kapdiakr Kauywn (TpifovTteg OTIG BATEIG TWV TIVEUPOVWV) HEXPI
TIVEUMOVIKO 0idNua KAl 0€ akpaia Jop@r Tnv Kapdioyevr) KaTatrAngia
(®dnA. ouaToAIkn aptnpiakr Trieon < 90 mm Hg pe TTvEUPOVIKO 0idnua,
oAlyoupia Kal ayyeloouoTracn 8€puaTog)

v loxaiuikn) aordOsia (UTTOTPOTTEG OTNOAYXNGS)

v HAekrpikry aordOsia (VFIVT)




oU KIVOUvou aoBeveig pe NSTE-OZZ

Xwpig uttoTpoTrr) 0TNBAYXNG / 1IoXaIhiag

HKT: puoioAoyiko / A1TieS 1 kaBdAou aAloiwoelg diaoTAparog ST
APXIKNA TINA TPOTTOVivNG OTO aipa: XaunAn

2N HETPNON TPOTTOVIVNG: XWPIG agioAoyn METABOANR

“Selective” invasive oTpaTnyIkn
» A&iroupyikn dokipaoia ioxaiyiog (1r.X. Stress echo)—>
Av BeTIKN yIa I0XaIUia: dIEVEPYEIQ OTEQPAVIOYPAPIAC




AlacTpwpdTtwon Kivduvou o NSTE-OzX

op Kivouvou GRACE

HETPOI: NAIKia, kapdiakr) ouxvoTnTa, cuoToAIKr All, kpeaTivivn TTAAOPATOG, KaPBIOKH AVETTAPKEIQ, KaPDIOKN

1T, QVaoTTAoEIS I kaTtaoTrdoelg diaothpatog ST o1o HKI, auénon kapdiakwv PIOSEIKTWY OTO aiua

ACS RISK SCORE 20

ge

Heart rate

g

Systolic blood pressure ZKOp GRACE EVBOVOO'OKOIJEIIGKF'] eVF]TéTr]TG

A

By B
7 |2z S : 0

F Killip class <109: XapnAou Kivdéuvou <1%
>109 ka1 <140: MeTpiou Kivduvou 1-3%

Creatinine mg dL" | pmol L™

2kop >140: YywnAou Kivduvou >3

5T-segment deviation

Elevated troponin™

Cardiac arrest at admission

* Or other necrosis cardiac biomarkers

Calc!



ﬁ\ ’*Jlr"- ’1"
Patient with symptoms of ACS and ECG consistent with NSTE-ACS

Mon-PCl centre Ambulance PCI centre

i

Q

FMC
location

Immediate transfer

* Haemodynamic instability or cardiogenic shock

* Recurrent or ongoing chest pain refractory to medical treatment

* Acute heart failure presumed secondary to ongoing myocardial ischaemia
* Life-threatening arrhythmias or cardiac arrest after presentation

* Mechanical complications

* Recurrent dynamic ECG changes suggestive of ischaemia

Early/i inpatienﬁ transfer

* Confirmed diagnosis of NSTEMI based on ESC algorithms
* GRACE risk score =140

* Transient ST-segment elevation

* Dynamic ST-segment or T wave changes

SA

Risk stratify Inpatient transfer 3 Non-high
and determine (if required) e
: : ; i
strategy 1 In patients without very-high or H g -

1 high-risk features and a low index H Early (<24 h)
1 of suspicion for unstable angina ' invasive
i .a---------------------f-------" strategy
Lo

vy

(Class lla)

@ Fsc—



NSTE-ACS: OEPATIEIA

1. YNOXZTHPIKTIKH OEPAIIEIA
ANTIAIMOMNETAAIAKH AIrQrd
ANTINMHKTIKH ArQrd
ANTIIZXAIMIKH ArQrH
2TEPANIOIPA®IA-ENMANAITEIQZH

E e e pe

AEYTEPOIENHZ MPOAHWH




NSTE-ACS:
YMNOZTHPIKTIKH OEPATIEIA

— Mopeivn i.v.
* 2¢& aoBeveic pe Eviovo AAyog
— 2ZUMPBAGAAEI 0TNV Aveon Tou aoBevoug
— levepyoTtroinong cupTTadnTIKOU
* [lpoooxn: kKaBuoTépnon TNG aTToppPOPnoNng
QAVTIAIPNOTTETAAIKWYV QAPHAKWYV
— Oguyovo
» 2¢& aoBeveic pe sat02<90% kal og aoBeveic Pe AVATTVEUOTIKN
duoxépelia
* [Mpoooxn: n utrepodia cival duvnTika emTIBAABAC
— Bev{odiadetrivn

* EA&TTWON Stress o€ ayxwodelg aoBeveic




E-ACS: ANTIOPOMBQTIKH AIrQrH

/TIOPOUBWTIKA aywyn gival utTrToXpeWTIKA ota NSTEACS
APTNTA TNG ETTEURATIKAG R} UN AVTIMETWITIONG

Plaque rupture or
plaque erosion

Eptifibatide

v aibls

GP lib/llla
L]

Platelet . g
activation .

5 P2Y , receptor Aggregation of
activated platelets

Rivaroxaban

i n
\

Fonaparn SR 18

UFH

oo

P2 .
— Thrombin » Fibrin

Fibrinogen o W e

fibrin clot
@Esc—
Figure 9 Antithrombotic treatments in acute coronary syndrome: pharmacological targets. ADP, adenosine diphosphate; FVila, Factor Vila; FXa, Factor Xa;
GP, glycoprotein; TF, tissue factor; TxA,, t E Ag; UFH, unfr d heparin. Drugs with oral administration are shown in blue and drugs with

preferred parenteral administration in red.



E-ACS: ANTIOPOMBQTIKH AIrQrH

Clinical Comorbidities Co-medication Procedural
presentation CKD Need of oral aspects
CES Diabetes anticoagulation PCl vs CABG
vs. PAD treatment Femoral vs. radial
ACS Heart failure Various drug-drug access
(NSTE-ACS/STEMI) interactions Invasive vs.

Ischaemic risk \ 4 Bleeding risk

Figure 5 Determinants of antithrombotic treatment in coronary artery disease. Intrinsic (in blue: patient’s characteristics, clinical presentation & comor-
bidities) and extrinsic (in yellow: co-medication & procedural aspects) variables influencing the choice, dosing, and duration of antithrombotic treatment.
ACS = acute coronary syndromes; CABG = coronary artery bypass graft(ing); CCS = chronic coronary syndromes; CKD = chronic kidney disease;
NSTE-ACS = non-ST-segment elevation acute coronary syndrome; PAD = peripheral artery disease; PCl = percutaneous coronary intervention; STEMI =
ST-segment elevation myocardial infarction.

©ESC 2020




E-ACS: ANTIOPOMBQTIKH AIrQIrH
TIAIMOINETAAIAKOI NMAPATONTEX

> A2TTIPINH
. &

- » ANA2TOAEI2 TON YNOAOXEQON
P2Y12

- > ANAXTOAEIZ TON YNOAOXEQN
lIb/1lla



STE-ACS: ANTIOPOMBQTIKH ArQrH
TIAIMONETAAIAKOI MAPATONTES
AZMIPINH (Aspirin, Salospir)

'VwoTO avaAynTiKO, QVTITTUPETIKO KAl AVTIPAEYHOVWOESG PApUaKo Ndn atrd Ta TEAn Tou
190u aiwva.

Mnxaviopog dpdong: Mn-avaoTpéWiun avaocToAn Tng KUuKAo-oguyevaong (COX)1
= MEiwon TNG TTapaywyns Bpouotavng A2 - ueiwon TNG EvepyoTToinong Kai Tng
OUYKOAANTIKOTNTAG TWV AIMOTTETAAIWVY

‘Exel ueAeTNOci o€ eKATOVTADEG XINIADEC a0BEVWY O€ OAO TO PACHA TWV OLEWV

OTEQAVIAIWV OUVOPOUWY > TTPOCTATEUTIKN dpdon

H avTiBpouBwrTikr) dpdon gival TTapduola TO00 OTIG XAUNAES (75-160 mg) 600 Kal OTIg
uWnA£g 000¢€ig (325-1000 mg), o1 algopPAYIKES ETTITTAOKEG €ival AUENUEVES OTIG
uWnAGTEPES OOOEIG

AOZOAOTlIA: Aéon @oépTiong 150-300 mg p.os. 1] 75-250 mg i.v. o€ aoBeveic TToU
OV UTTOPOUV va AGBouv p.os., 86on cuvtipnong 75-100 mg pos nueEpNoiwg
Xopriynon dia Biou



TE-ACS: ANTIOPOMBQTIKH AIrQrH
TIAIMOIMETAAIAKOI NMAPAIONTEZ
ANAZTOAEIZ P2Y12 YITOAOXEQN

XapaKTNPIOTIKA AVTIIMOTTETAAIOKAG OEpaTTEiag ATTé TO OTOUA
"r ME avaoToAsgig Twv uttodoxéwv P2Y,,

KAomidoypéAn MpacouypéAn  TikaykpeAdpn

Mapdywyo @ievotTupIdivng @ievorTupIdivng MupIpIBivng
Mpo-pdappako Nai Nai (O)
Meiwaon IGXAIMIKWY ETITTOAOKWY (=) Nail Nal

(o€ oUYKpION ME KAOTTIDOY PEAN)

AvTiaipotreTaAlakn Spdon Méerpia laxupn loxupn

Hn avacT pEYIUn MN QVACTPEWIUN  AVaCTPEWIMN
Aloppayikog Kivduvog MéeTplog YnAoTePOg YynAoTEPOG
E18IkEg avrevdeigelg Oxi1 >75 eTWV (0)'(

<60 kg Z.B.
1cTOpIKO A.E.E.



STE-ACS: ANTIOPOMBQTIKH AITr'QIrH
TIAIMOTETAAIAKOI MAPAIONTEZX
OMIAOI'PEAH (Plavix/Iscover/Clovelen)

'-’ » Oecievottupidivn deUTEPNG YEVIAG
> [Mpogdppako: MeTaBoAIKA evepyoTroinon oTo ATTap (KUTOXpwpa P450) og duo Bruata

? > Mn-avtioTperTdg avaoToAéag Twv ADP-uttodoxéwv P2Y12 Twv aipoTTETAAIWY

» Ol acbeveic eu@aviCouv pETPIA KAl TTOIKIAAOUC A AVTATTOKPIOT TWV AIMOTTETAAIWYV

(=30% pE «avTIOTAON TWV AIPUOTTETOAIWY OTNV KAOTTIOOYPEAN» ECAPTWHEVN HEPIKWG

QTTO TTOAUMOPQPICHUOUG TOU YoVIDiou TTou eAEyXEl TO KUTTOXpwua CYP2C19)

» Xpnoigotrolgital oav dITTAGG CuvOUACHOG JE TNV aoTTIPivN YIa DIGPKEIA MEXPI 12 unvwv
(avegapTnTa TTPAYUATOTTOINONG f OXI AYYEIOTTAQCTIKNG)

» Xoprynon kAotmidoypEAng dia Biou eTi ducaveiag oTnv aoTripivn (T1.X. YOOTPEVTEPIKES
dlaTapaxég, BPoyxIko AoBua, yaoTpoppayia)

» AOZOAOTIA: gpbpT1ion 300-600 mg pos, d6éon ouvtipnong 75 mg nueEPNCiwg



>TE-ACS: ANTIOPOMBQTIKH AIrQrH

YV V VYV V V

TIAIMOIMETAAIAKOI NMAPAIONTEZ

MPAZOYIPEAH (Effient)

OcglevoTTupIdivn TPITNG YEVIAG

Mpo@dappako: MeTaBoAIKA evepyoTToinon oT1o NTTapP (KUTOXpwHa P450) o€ éva Bripa
Mn-avTioTpeTTTOG avaoToAEag TwV ADP-utrodoxéwv P2Y12 Twv adipotreTaAiwy
O1 aoBeveig eppaviCouv eEAIPETIKH AVOOTOAN TWV AIMOTTETAAIWY

EvExel augnuévo Kivouvo aigoppayIKwy ETTITTAOKWY CUYKPIVOUEVO HE TNV KAOTTIOOYPEAN
OAAG pelvel Katd ~ 20% TIG IOXAIMIKES ETTITTAOKEG (ETTAVEU@QPAYHO/6pOuBwWoN Tou

stent/ayyeiakd eyKeQAAIKO £TTEICODIO)

AvTevoEikvuTal: 0€ ATOUA >75 €TWV, 1 CWHPATIKOU BApoug HIKPOTEPOU TwV 60 KIAWV N

0€ OO0UG £XOUV I0TOPIKO ayYEIOKOU EYKEPAAIKOU ETTEICOdIOU

XpnoigoTrolgital oav 2-TTAOG CUVOUACHOG JE TNV ACTTIPiIVN OTTWG KAl N KAOTTIOOYPEAN

UOVOV O0€ aoBgveic ue ocEa oTe@avIaia ouvOpoua TTou UTTOBAAAOVTAI OE

QVVEIOTTAQOTIKA

AOZOAOrIA: 60mg d6an @opTiong, 10 mg nuepnoiwg 66on cuvTAPNONG



>TE-ACS: ANTIOPOMBQTIKH AIrQrH

YV V VY V V

TIAIMOIMETAAIAKOI NMAPAIONTEZ

TIKAI'KPEAOPH (BRILIQUE)

Avaloyo Tou ATP (=piag Trupidiyivng)- Aev gival BeievoTrupidivn

Apa xwpig va xperadetal va JeTaBoAioTei oTo ATTAap (OEV Eival TTPO-PAPUAKO)
Eival Taxug kai avaoTpéWipog avacToAéag Twv ADP-utrodoxéwyv 2PY12

O1 aoB¢eveic eppaviCouv eSAIPETIKA AVAOTOAN TWV AIJOTTETAAIWV

EveExel augnuévo KivOuvo aigoppayIkwy ETTITTAOKWYV GUYKPIVOUEVO E TNV
KAOTTIOOYPEAN AAAG pEIVEL KATA ~ 15% TIC IOXAIMIKES ETTITTAOKEG
(oupTtTEpIAQpBavouévng Kal TG OAIKNG BvnNTOTNTAG)

XpnoiyoTtrolgital oav dITTAOG CUVOUACHOG JE TNV ACTTIPIV OTTWG Kal N KAOTTIOOYPEAN 1

N TTPACOUYPEAN OTa O&Ea oTEPAVIaia ouvdpopa (o€ aoBeveic TTou uTToBANBNKAV o€

aYYEIOTTAQOTIKA AAAG KOl 0€ OOOUC TEAIKA QVTILMETWTTIOTNKAV TUVTNPENTIKA)

Aocoloyia: 180 mg déon @opTiong, 90mg 1X2 ddon cuvTApnong



Evrepiki ATroppognon

CYP 10o0éviupa
icoéviupa fn PON-1

—_—>
(TrpwTto Brpa) SelTepO Pripa

NpacouypéAn

TikaypeAdpn

KaypeAdpn

Xwpig BiopeTarporri, in vivo AiporreTdAio
——> Mn avTIOTPETTTH) OUVSEON I Npogdppaxo
“—> Mn ouvaywvIoTIKH, %* Avevepyog perafolitng
A perm oUvbe
i . . EvBidapeocog petafolirng
€ LuvaywvioTIKH,
AvTioTpeTTT OUVBEDN . Evepyég petapolitng

TaYOVIGTOV TOV vodoyéa P2Y,,.
NYIES Y10 THY OVTIQIUOTETOMGKI] OYYH OTNY TPWTOYEVH KO OEVTEPOYEVH TPOANWH THG Kopdlayyelakns vooov, EMnvikn Kapdiodoyikn Embecwpnon, 2012, Topog .



) [E-ACS: ANTIOPOMBQTIKH AI'QI'H
ANTIAIMONETAAIAKH AI'QIrH

MAPATHPHZEIZ

v H mikaykpeAépn Kal N Tpacouyp£EAN TTPOTIMWVTAI TNG KAOTTIOOYPEANG, N
oTroia Xopnyeital pévo otav dev gival d1a0€aiuol fj avTevOEiKVUVTAl 01 I0XUPOI

QAVTIAILMOTTETAAIOKOI TTAPAYOVTEG

v H mpaoouypéAn xopnyeital yévo o€ acBeveic pe OZZ mmou uttopdAAovTal o€

QYYEIOTTAQOTIKA

v H mpacouypéAn TpoTIHATAI TG TIKAYKPEAOPNG Yia Toug aoBeveic ue NSTE-
ACS tTou uttoBdAAovTal o€ ayyeloTTAaoTIKA (NedTEPEC 0dNYie¢ ESC)

v'  Agv guvioTdral n pouTtiva rpoBepaTtreia pe P2Y12 avaoToAeic og aoOeveig
XWPIG YVWOTH aVATOHIO TWV OTEQAVIAIWYV AYYEIWV YIO TOUG OTTOIOUG

TIPOYPAMMATICETAI TTIPWIMN ETTEURATIKA OTPATNYIKN (NEOTEPEC 0dNYieg ESC)




TE-ACS: ANTIOPOMBQTIKH AIrQrH
IAIMOTNETAAIAKH AT'QI'H - AIAPKEIA

» AutAn} avtiaponetaAtaky aywyn yia 1 €1o¢ yw Toug
TIEPLOCOTEPOUC a0OEVEIG KL OTN CUVEXELO LOVA UE OOTILPivN

(N kAomiboypeAn) Sia Biou.

» Mapadtaon tg SUTANG avTlotponeTaAlaKkng aywyne >1 €tog
o€ emAeypEvouc aoBeveic uPnAol oxalpLlkol Kal xopnAou

aLpoppayLkol Kivduvou.



TpimrAn avTiBpouBWTIKA aywyn yia Ta OZX Kal TNV ayyEIOTTAACTIK O€ a00EveEiG pE

Time from

KOATTIKI) HOPHOPUYN TTOU TTPETTEI VA TTAPOUV AVTITTNKTIKO
treatment

AF patients undergoing PCI for NSTE-ACS
initiation
l

upto1week |

(in hospital) !

1 month -+ - e P e
Imonths - . — [ - - - - -

6 months - -

12months -r - - oo SRR SRR _____ S _____ -
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>TE-ACS: ANTIOPOMBQTIKH AI'QIrH
ANTIAIMONETAAIAKH AI'QI'H

DAERIOI AVAOTOAEIG TWV YAUKO-TTPWTEIVIKWYV UTTOOOXEWV
lIB/llla Twv aipoTtreTaAiwy (llb/llla inhibitors)

» Emmni@iytrarion (oAyo-mremTidio)
»  Tipo@iutrdvn (oAlyo-TreTTidI0)

»  APTTOISIMATTN (XIMOIPIKO HOVOKAWVIKO AVTiICWHA)

loxupd& avTiBpoBwTIKA QAPUAKA
‘Evdeién poévo oe mepirrwon no-reflow r BpouBwTIKAG ETITTAOKNAG KATA TV

QYYEIOTTAAOTIKN

evikd n xprion Toug Baivel peIoUPeEVN AOYw TNG augavouevng Xprnong Twv
VEWTEPWYV I0XUPOTEPWYV QAVTIAIKNOTTETAAIOKWY QAPHUAKWY OTTO TOU OTOUATOG
(TrpacouypEAn Kai TIKAYKPEAOPN) KAl TG AQUEAVONEVNG TTPOCTTABEING TWV
ETTEMPRATIKWY KAPBIOAOYWV va PEILWOOUV TOUG KIVOUVOUG TUXOV AIIOPPAYIKWYV

ETTITTAOKWV TTOU ETTIBAPUVOUV TNV Bpaxu/ueco-rpobeon TTpdyvwon Twv aoevwyv



TE-ACS: ANTIOPOMBQTIKH AIrQrH
ANTINHKTIKH AI'QIrH

TWVEI TIG ICXAIMIKES ETTITTAOKEG OTA OLEA OTEQAVIAIO CUVOPOMA KAl TTPETTEI
YXOPNYOUVTOI TTOPEVTEPIKWG Mali ME TNV avTIOpOuBWTIKN BgpaTtreia.

MapevrepIKA avTITTNKTIKA yia To OXX KAl THV AYYEIOTTAQOTIKA

_ Hmapivn Evofamapivn Qovramdpivou§ MmiBahipoudivn

AvaotoAn lla | Xa 11 41 100% avm Xa 100 avmi-lla

NapakoAonon THing Nai Oox Ox1 Oy
t 2 (wpeg) 10 40 17.0 05
E{apmon amoé Nai Nai Nai Oy
avmpoppivn

Atquoq HE TTPWITEIVES Nai Aiyo KaBéhou Alyo
TAaoparog

KaBapon Makpogaya, evdobnAiakd Negpoi Negpoi Negpoi
Kurtapa
Evepyomroinon Nai Awyérepo Niyérepo AvaoTor
aiporreTaliwy
HIT Nai Aiyotepo Ayérepo Oxi
OoTeomevia Nai Aiyotepo Oy Oxi
(ooTeoBAdoTeg)
Avridoro Nai Mepikig Ox1 Oyl
Aocoloyia ﬂmwmcmﬂwmm= E.®.:.0.5mg/kg bolus + YA: 2.5mgl24 wpec  0.75 mg/kg bolus
ACT 200-250 s) Y.A.21 mg/kg/12 wpeg + Blapkrig £yxuon
©poppséiuon: 1,75 mg/kg/wpa
Behog B0 Hov/KEB
(= 4000 pov)
‘Eyxuon 12 pov/KZB/wpa
(<10000 pov/wpa)
Avrevdeileig H peramrwon améd mv pia oty GAAn nmapivn MNpwroyevig ayyeioTTAQOTIKA

(auavel Tov KivBuvo aigoppayiiv) (=)



STE-ACS: ANTIOPOMBQTIKH AI'QIrH

ANTINMHKTIKH AIrQrd
a0 OIKN (MN KAQOMATOTTOINMEVE) NTTAPIVN

« AoocoAoyia: 60 povadeg/kiAd bolus (kai peExpl 4000 povadeg ouvoAikd) kal 12
Movadeg/KIAG o€ dlapkr) €yxuon péxpl 1000 povadeg Tnv wpa
* H ammoTteAeopaTIKOTATA TNG QAVTITINKTIKAG AYWYNG EAEYXETAI PUE TOV TTPOCDIOPICHO

TNG evepyoTToINUEVNG MEPIKNG BpopBoTTAacTivng (activated partial thromboplastin

time: aPTT) ava 6-wpo péxpl ava 12-wpo.

* O OegpatreuTikOG oTOXOC €ival o Xpovog 50-70 deutepdAertta  (9.1.<35

OEUTEPOAETTTA).
EmimrAokég: Aipoppayia, Heparine Induced Thrombocytopenia

*  Av umtapé&el coBapr] aluoppayIKA ETTITTAOKI ATTO TV XOPrynon tng NIrapivng 10Te

MTTOPEI va XopnynBei TTpoCeKTIKA avTidoTo n BLIIKA TTPWTAMIVN.



TE-ACS: ANTIOPOMBQTIKH AI'QrH

ANTINMHKTIKH AIFr'QrH
Evodatrapivn (HXMB)

XaunAou poplakoU BApoug KAaoPaToTToINuEVN NTTapivn

Apa Kupiwg oToVv evepyoTToinuévo TTapdyovta Xa (=-avTi-Xa dpdaon) kai Aiydtepo otov lla

(=MIkpOTEPN OUYKPITIKG dpdaon Katd TG BpouRivng)

‘Exel 1008U0vapn aTToTEAEOUATIKOTATA KAl AIJOPPAYIKOUG KIVOUVOUG JE TNV KAQOCIKA NTTapivn

Aev xpeialeral éAeyxo Tou aPTT kai €xel peiwpévo Kivouvo gugdviong HIT

H evo&atrapivn e cUyKpIon Ye AAAEG XapNAOU poplakou BAPOUG NTTAPIVES €XEI TTOAU

peyaAuTepn avtl Xa évavti avi Hla (avtiBpofivikr) dnA. peyaAuTepo TTnAikov avTi Xa/avTi lla.

NMpoooxn o€ ac0eveig pe XPOVIO VEQPPIKK AVETTAPKEIA (VEQPIKI aTTOBOAN @apudkou)

2.€ EVOEXOUEVN QINOPPAYIKA ETTITTAOKI BEV UTTAPXEI AVTISOTO

Aoocoloyia: 0.5 mg/kiING péxpr 30 mg bolus evdo@AEBIa kal 1 mg/kIAG avd 12-wpo uttoddpia.

H d6on bolus dev xopnyeital o€ atopa >75 €TWV KABWG KAl O ATOPA PE VEPPIKI AVETTAPKEIQ.
» Aidpkela xopRynong: 8 nUEPEG 1 HEXPI TO EEITHPIO TOU aoBeVOUG A HEXPI TV NUEPA TNG

QYYEIOTTAQOTIKAG.

» Aegv ouvioTtdaral n aAAayn peTagu KAaooIKiG nTrapivng kai HXMB




Mnxaviopog dpdong

| ZUVOEETAI HE TV
Pentasaccharide qvnepO”BiVI] (I")

sequUence

Unfractionated
heparin

' ‘ pUB6 avaoToARG
| Kupiwg 2
EVEPYOTTOINUEVWV
TPWTEATWV

Antithrombin

L o= Fentasaccharide
maoleculat- sequUence
weight
heparin

!I o  peratporrig
: (Tl IVwdoyovou

MPOG IVWOEG

E

Antithrombin




STE-ACS: ANTIOPOMBQTIKH AI'QIrH

YV VvV V¥V V

Y

ANTINHKTIKH AIr'QIrH

Fontaparinux (Arixtra)

2 UVOETIKO TTAPAYWYO TNG TTEVTA-OAKXAPITIKIAG AAANAOUXIAg TTOU aVEUPIOKETAI

T600 0TV KAAOIKA nTTapivn 6oo kal otic HXMB

Apa oTov gvepyoTroinpévo TTapdayovta Xa (avri-Xa dpdon) kai 6x1 oTov lla

(FHIKPOTEPN CUYKPITIKA dpAoN KATA TNG BpouRivng)

‘EXEl MIKPOTEPO KiVOUVO QIHOPPAYIKWYV ETTITTAOKWY ATTO TIG NTTAPIVEG

Aev TTpokaAei OpoupoTtrevia amd nrapivn (“HIT”)

Agv UTTAPXEI AVTIOOTO € TTEPITITWOTN AIOPPAYIag

[Mp&TTel va xopnyeital ue TTPOCOXH O€ AOBOEVEIC UE XPOVIO VEPPIKI AVETTAPKEIQ
AOYW TNG VEQPPIKAG ATTOBOAAG TOU PAPUAKOU

Aoocoloyia 2.5 mg pia opd TN PEPa UTTOdOPIWG

Aldpkela xopnynong: 8 NUEPEG 1 MEXPI TO ECITHPIO TOU aoBEVOUG 1 MEXPI TNV
NUEPA TNG AYYEIOTTAQOTIKAG.



STE-ACS: ANTIOPOMBQTIKH AIrQIrH

vV Vv YV VvV YV V VY

ANTINMHKTIKH AIFr'QrH
MiBaAipoudivn (Angiox)

Eivail éva ouvBeTiko 20-1TeTTTidI0 avaAoyo TnG 1poudivng

Ei1diIkry avTi-BpouBIvik avaoTpEWiun dpdon T6oo oTov Bpdupo 600 Kal GTo aiua

‘EXEl MIKPOTEPO KiVOUVO AIHOPPAYIKWYV ETTITTAOKWYV ATTO TIG NTTAPIVES

Agv éxel avTtidoTo O€ avTiBeon e TNV KAQOOIKA NTTApivN
Agv €xel Kivouvo yia TTpoKAnon BpoupoTreviag arrd nTrapivn
XpnoigoTtrolgital oTa 0 oTEQAVIAia CUVOPOUA KATA TNV AYYEIOTTAACTIKNA

Xopnyeital evoo@AéRia 0.75 mg/kg E.®. bolus + diapkng Eyxuon 1,75
mg/kg/wpa



Anticoagulation

o
Routine
antiplatelet
pretreatment

Choice of
P2Y2 inhibitor®

Default DAPT
strategy for the
first 12 months

after ACS®

Default strategy
beyond the first
12 months
after ACS

NSTE-ACS

Invasive Coronary Angiography

Proceeding to PCl
PI'aSI._l,g'I_'el > Ticagrelor
(Class lla)




STE-ACS: ANTI-IZXAIMIKH AIrQrH

- * EXe&1 wg a10X0 TNV UPEDN TNG
. 6 IOXQIMIaC TOU JUOOKOpPOiou
— ATTOKQTAOTOCON ICOPPOTTIAC

METACU TTapoxNS kal {NTnong
OZUYOVOU OTO JUOKOPDIO




NSTE-ACS: ANTI-IZXAIMIKH AI'QI'H
NITPQAH

I-s.osorp'ide cGMP-Dependent
mononitrate protein kinase
Isosorbide © t
dinitrate Ca2 s cCME
N & \Guanylyu
Ca cyclase
M : J kuttaponAaocpatikol
gngrlugate Ca*2->XdAaon Asiwv
: - > MUKWV VWV 2>
Liver ayyeLo81a6ToAn
-ONO»
Nitroglycerin -ONO>
-ONO»

Extracellular space Intracellular space



ougTNPATIKA

e

avrioraong

} TVEUPOVIKAG avTioT

J,Ta.nfma

e ¥mons % NTTPIK A

e

Sraarol ayyeia
XWwpnTikOTNTAg

ot uynAéc Booeic v PAEPINAG emoTpopig



NSTE-ACS: ANTI-IZXAIMIKH ArQrH
NITPQAH

» Ta evéodAERLa vitpwEN €lval IO AMOTEAECUATIKA AT TO UTIOYAWOOLA WG OVTLLOXOLULKH
aywyn oto mAaiolto NSTE-ACS
o Aoocoloyia: 10-20 pg/Aento He MPOOSEVTIKEG auEnoelg Tng 66ong ava 5-10” 10-20

Ug/AemTo pEXPL EMiTEVEN TOU KALVLIKOU OTOXOU

» Noapevepyeleg: kedbahalyia, untotaon, taxuduiatio (amwAela SpactikoTnTag O
aSLAAEUTTN XOPYNON XWPLG NUEPHOLO XPOVIKA «KEVA»), CUYKOTITIKA €MELOSLA (Ta vitpwsn

UTOPEL VO TTPOKAAEGOUV OE OPLOMEVA ATOUA VEUPO-KAPSLOYEVT) GUYKOTN)

» Avtevbeieig xopriynong vitpwdwv:

o XaunAn aptnplakn nieon (cuotoAikr <100 mm Hg)

o To éudpaypa tng de€Lag kotAiag (610tL n vitpoyAukepivn pmopel va «wbnoew» oe
kapdloyevn katamAnéia)

o HAAYn odevadilng (Viagra) n twv cuvadpwv dapudkwy evtog Tou TeAeutaiouv 48-

wpov (umopel emiong va mpokaAéocouv cofapn Kal MAPATETAUEVN UTOTAON)



NSTE-ACS: ANTI-IZXAIMIKH ArQrH
B-ANMOKAEIZTEZ

ILWVOUV Tnv Kap6|(1Kr'] BETA BLOCKADE EFFECTS ON ISCHEMIC HEART
XVOTNTA KQl
OTAATIKOTATA

VnTIKr’] |VéTpOT|'O§ Kal LlHeart rate :;:;;?;?:d
XPOVOTPOTIOG Opaon) Kal . . et

1 TT(.UVOU\{ Tn’V Wall stress Less exercise

XWHATIKN TA0N TNG ap. - vasoconstriction

INiag

B "\ More spasm?
L Contractility

1O, wastage
AvTevOEiKVUVTAl OE: Y olaterals
aIgoduUVaNIKA acTdbela |
0&eia KapdIaKr aveTTAPKEIQ
oofapn XAl
) AYYEIOOUOTTACTIKA
oTnéayxn




STE-ACS: 2TEPANIOIMPAODIA-
ENMANAIMATQ2H




STE-ACS: 2TEPANIOIMPAODIA-
ENMANAIMATQ2H

el DEACOMES: Medcal Cene




STE-ACS: ENNANAIMATQ2H

Al0OEPUIKA OTEPAVIaia TTapEPBaon (percutaneous
coronary intervention-PCl)

- = AidvoIgn TS oTeEVWTIKAC PAGBNS apXIKA PJE NTTAAOVI Kal
KATOTTIV TOTTOBETNON evdoaoTepaviaiac Tpobeonc (stent)

AI'I"EI']"
Cross-section
Plague

Increased

VA
'\ A

K0

——

Stent

k: Stent O
Balloon '

Widened Artery

)

/
)
": tgs}“'.‘
;! il "% Closed Stent
i{ ':f Balloon Catheter
-*ﬁ Expanded 1'3-*
[ |
|



yaywyn Aoyw NSTEMI
davioypadia—=> empnknc BAaBn deflag otedpaviaiag aptnpiog mou
oKoAEel oTéEvwon Ewg 90%

M M
UNIV, HOSPITAL OF PATRAS . ale@- PATRAS
R201801291308251 | [ e e e, BNAIBO 1308251
Cardiac ) =
Left Caronary 15 fps

L. 120 ) L0

LAO: 36 CAU: 7 29/1/2018 1:46:50 pp | RAO: 39 cau: 4 : 29/1/2018 1:47:08 pp
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PCl og 6€€la otedpaviaio aptnpla
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EmitrAokég PCI

v ©dvaTtoc (<1%)

v AlaxwpIiopoc aTepaviaiou ayyeiou

v' AIGTpnon oTepaviaiou ayyeiou - tamponade

v OpouPwon stent

v Algoppayiec/aipatwpara oTi¢ BEoeic TTpdéoaong
v' NegppotrdBeia amrd okiaypagiko

v loxaiuiké AEE




NSTE-ACS: ENTANAIMATQzH

& XEIPOUPYIKA aopToOoTEPAVIaia TTapakauyn (coronary artery
bypass grafting-CABG)

— Agv UTTAXOUV TUXQIOTTOINMEVEG MEAETEGC TUYKPIONG QYYEIOTTAQOTIKNG
Me CABG o NSTEACS €1di1ka

— Ta kpITApPIa TTOU XpNOoIPJoTToIoUVTal VIO Va KaBodnyroouv TnV
ETTIAOYN TNG ETTAvVAYYEiWONG oTn 21a8epn ZTe@aviaia Nooo
eQapuolwvTal kal oto oTtaBepoTroinuévo NSTE-ACS

— To CABG utrepéxel TnG PCI wg etmiAoyr) o€ diapnTikoug aobeveic Kal
o€ aoBeveiG JE VOOO OTEAEXOUG/3 ayyeiwy Kal upnAd adBnpwuaTiko
@opTio (OUUTTAOKN OTEPAVIAIa VOOO)



OepaATTEIN ETTAVAIMATWONG

Double Triple Quadruple

Coronary Artery Bypass Graft (CABG)



Arterial Grafts for CABG

Internal Mammary Artery Radial Artery




Mapaberypa y pn oIpommo inong evog pAE fikod pooyeluparog: H peifwy oapnvic phEpa
QpaIpETaIaTOTo oS, ITN CUVEXEID TO EVE GEPO TNC QOVE OTOPLWETS I OT My V1 olox GopTh KO To
QAAoOTMV TTEQHPEPEITT OU OT EQOVIXIOU QY EIOU T pXKEY TTOVTOC TIC EYYUTEPEC OTEVUTEIC.
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EmitAokég CABG

AEE og ~1-2% Twv acBevwv (eyke@aAikr) utro-dpdeuon,
EMBOAN TWV EYKEPAAIKWV QPTNPIWY)

Eu@avion TTapouopIKAG KOATTIKAC nappapuyics (~ 20-30%)
Eugpavion ouoToAIKAG OUCAEITOUPYIAG TNG APIOTEPNG KOIAIOG
Oceia veppikr avettdpkela (UTTo-Apdeuon, EUPOAR TwV
VEQPWV)

[MapodIKES DIATAPAXES TWV VONTIKWYV AEITOUPYIWV

Avaipia

[MveupoBwpakag, alpoBwpakag, TTAEUPITIKEG CUAAOYEC
[MepikapdiTIdA, KAPOIAKOS ETTITTWHATIONOG

2Nyn

KaBuoTtepnuévn €TTOUAWON TOU OTEPVOU

NOINWEEIC TNG OTEPVOTOMNG ] TOU GNUEIOU apaipeans TwvV
MOOXEUMATWY

[MepipepIkd@, PAEBIKG o1drjpaTa Aoyw agaipeons TnNG Yeiovog
oa@nNVoUuc GAEBAC TTOU OTN CUVEXEIQ UTTOXWPOUV



EMOPAIMA XQPIX 2HMANTIKH
AINO®PPAKTIKH ZN (MINOCA)

‘EMOPOYUA UE OTEVWOEIG OTO

ote@avioypa@ikd éAeyxo < 50%

|:>sum-uama st e 5-6% Twv O

R E:?H « EkdAAwon wg NSTEMI (ouxvorepa) i STEMI
y

Epicardial coronary vasospasm

e 2UvnNBEOTEPO OTIC YUVAIKES

=

~

* AimioAoyia:
|:> v PAZN/dI1aBpwon abnpwuaTikAg TTAAKAS Kal OXNHOTIONOG
Gerenary microvascular dysfunction
Bpoupou

2TTaou6G oTEQAVIQioU ayyeiou
AUTOHATOG BIOXWPICKOG OTEPAVIAIOU ayyEiou
Alatapaxnf Tapoxng kai CATNong oguyovou:

o YTEPTAOIKN Kpion

o Zofapn avaipia

o  ZoPapn utmrofuyovaipia

o YmepBupeoeldiopog




\ A ] A B 221N a8

i EM®PAIMA XQPIZ ZHMANTIKH
J AMO®PAKTIKH ZN (MINOCA)

~ ATTQITEITOI EKTEVNG

66yo male, free PMH
HPI: chest pain + transient STe AW + positive Tn OCT > Thrombus overlying an intact fibrous cap in mid-

6|€p£UVf]OT] VIG £VTO1TIO- IJ O Angiogram = nonobstructive lesion in mid LAD LAD, consistent with plague erosion

-

- TOU €I10IKOU aITiou

— Evdoayyeiakni atreikovion

OTEQAVIAiWV ayyeiwv

\ _- \ 3 Ymrepnxokapdioypagia
\ R'\ ‘;‘-5 —  MayvnTiKA KapdIac
| '; —  AeimoupyIKdC EAeyXOC
: /{. : MIKPOKUKAO®Opiag

~ H 6gpatreia mpétrel va

2 gival avaAoyn Tou aitiou



TOMATOZ AIAXQPIZMOZ STEDANIAIOY
ATTEIOY (SCAD)

Adventitia
Media True Lumen

Intima

Intramural hematoma

Intimal tear True Lumen
Blood flow

False lumen

dissection.

hematoma (asterisk).

Figure 5. Angiographic features
of spontaneous coronary artery

A, Type 1, multiple radiolucent lu-
mens (arrow) or arterial wall contrast
staining. B, Type 2, diffuse stenosis
that can be of varying severity and
length (dissection starting from
arrow). C, Type 3: focal or tubular
stenosis (arrow), usually <20 mm in
length, that mimics atherosclerosis.
Intracoronary imaging should be
performed to confirm the presence
of intramural hematoma or multiple
lumens. D, Optical coherence tomog-
raphy in type 3 (C) shows intramural

* NTAOOO®YZIOAOTIA

v AlaXWwpIoHOG OTO HECO AYYEIOKO XITWVA TOU
OTEPAVAIOU ayYEiOU = VOOTOIXWHATIKO QINATWHA >
TTPOTITWON £VIOG TOU auAoU - diatapaxA TNG PONG AiuaTog

v' Evdoyevig Siarapayn Tou ayyegiou + au§non
KATEXOAAMIVWYV (OTPEG, EvTovn AOKNON,

OUUTTAONTIKOUIUNTIKA QAPUAKQ)

ENIAHMIOAOTIA
v ZUXVOTEPO OTLG YUVALUKEG

v’ Tuoxétion e lvopuwpotwdn SuorAacia

OEPANEIA
v Kartapxfv ouvtnpntiki = cuxvototn n autépatn
€MoVAwoN
v H ayyslomAaoTikr pe Stent sivatl SUOXEPAG TEXVIKA KOl
auéAaveL Tov Kivéuvo TEpALTEPW EMEKTOONG TOU

Slaxwplopou




AEYTEPOIENHZz NMPOAHWYH
MeTd atré NSTE-ACS

H mTpoANWN HEAAOVTIKWYV KAPIAYYEIAKWY ETTEICOdIWYV Eival
KEQAAQIWOOUC ONUACIAC VIO TOUC OTEPAVIAIOUC A0OEVEIC
O10TI BewpouvTal cav ouada TToAU uwnAou Kivduvou yia

UTTOTPOTTEC ATTO TO KOPJIAYYEIOKO TOUG CUCTNA.



Long term treatment after ACS

¥ Discharge on cardio- e

’ {'. b protective medications, ® 4
‘ g start lifestyle management H
y and refer to cardiac rehab .

Treatment goals

Continue optimal
pharmacological and
cardio-protective treatment

Support healthy
lifestyle choices

Promote drug
adherence and
persistence

other treatments
as appropriate®

management

Arrange OPD review to
manage comorbidities
and discuss patient goals
and preferences

Reach and sustain risk
factor treatment targets

LDL-C <1.4 mmol/L
(<55 mg/'dL)

HbAlc <53 mmal/mol
(<7%)°

>

@Esc—




EVIKA HETPOA-TPOTTOTTOINOTN oUuvOnKwV di1aBiwong

Tpotrotroinon Tapayoviwy Kivouvou
a8 - AIOKOTTI) KATTVIONATOG

— ‘EAeyxo¢ duocAimidaipiacg

— ‘EAgyxo¢ apTnpIaknc Trieong

— PuUBuion ocakxapwdouc diaBATN

P (UlJGTIKr’] (’]O'KF]OT] (agpoBia doknon didpkeiag 30 AeTrTwv, 5
DOPEG TNV £BOOUADQ)

giwan TTPOoANWNG KOPEOUEVWY AITTAPWY OCEWV
MBOAIOOUOC KATA TNG YPITTNG, TTVEUNOVIOKOKKOU,
OVID



PapuakeUTIKR Oepartreia l

n

IMOTTETAAIOKA OpAon NECW AVAOTOAAG TNG KUKAOOCUYEVAONG

)OIAYYEIOKWY CUNBANATWY OTTWGS TO £UPPAYHA TOU puoKapdiou

alpvidlog Bavarog o€ aoBeveic ue otabepn 2N, TTaparacn
ong
iou xoprnynon

TIKA: KAotridoypEAn



PapupakeuTIK Oepartreia ll

-

w5 i
> TATIVES

— YTmoAimdaiuikr) dpdaon (eAartwon LDL — Bacikdg a1oxog 2°
Yevoug TTpoAnyNg)

— [lpoTiywvTtal I0xupéC OTATIVES: aTopPaacTarTivn,
poOCooUBaCTaOTIVN

— [MAgioTpoTTIKEG OPACEIC (MEiWAN TNG GAEYHMOVAG KAl TNG
BpoupoyEveang, oTaBepoTroinon TNG aBnPWUATIKNAG TTAAKAG,
BeATiwon TNG evdoBnAIaOKAG AciToupyiag)

— 2T10X0G LDL<55mg/dl



During admission I

. Initiate
high-potency

high-dose statin
(Class I)

Combination

Combination

therapy therapy
with statin and with statin and
ezetimibe ezetimibe
& {Class lIb) (Class lIb) 4
Qutpatient follow-up
After 46 weeks
On highest tolerated statin,
add ezetimibe
{Class 1)
On highest tolerated statin
and ezetimibe, add PCSK9i
(Class I}
After further 46 weeks

!

-

S

@Esc—

Figure 18 Lipid-lowering therapy in ACS patients. ACS, acute coronary syndrome; LDL-C, low-density lipoprotein cholesterc|; LLT, lipid-lowering th

apy; PCSK9i, proprotein convertase subtilisin/kexin type 9 inhibitor. *Consider LDL-C < 1.0 mmolL if recurrent event.



QapuakeuTiKi OepaTreia lll

TOAEig

IWVOUV TNV KOPJIAKH CUXVOTNTA KOl GUGTAATIKOTNTA (APVNTIKE IVOTPOTIOC KAl XPOVOTPOTIOC

5

101) KAl EAATTWVOUV TNV TOIXWUATIKA TAON TNG ap. KOIAiag

iTEPO OPENOG YIa TOUG A0OEVEIC PE KAPDIOKA QVETTAPKEIA 1)/KAI ETTNPEACHUEVN OCUOTAATIKOTNTA
IPIOTEPGG KOIAiag (KE<40%)

EVOEIKVUTAI O€ AYYEIOOUOTTAOTIKY 0TNOAYXN

AEiG TOU PETATPETTTIKOU EV(UMOU TNG ayyeloTacivng (a-MEA)

VIOTEG UTTOOOXEWV AYYEIOTACIVNG

¢apTNTA OTTO TNV AVTIUTTEPTAOIKY TOUG dpdaon, | TNV UTTEPTPOYIa TNG ap KOIAiag, | TV
PWNATWON Kal TO TTPOBPOPPBWTIKG SUVANIKO

avouv Tnv emRiwon Twv acBevwy pe 2N, 10iwg TwV dIABNTIKWY KAl QUTWV UE OUCGTOAIKNA

AEITOUPYIO TNC AP KOIAIQC




PapuakeuTIKA BepaTreia IV

TPWON HOKPAG JIAPKEING OpAONG 1| KAl AVAOTOAEIG
IUAWYV aofeoTiou

AYYEIOCUOTTAOTIKI) 0TNOAYXN

O1 B-avaoToAgic dev ETTAPKOUV YIa TOV EAEYXO TWV
OUMTITWHUATWY

YTTapxeEl avtEVOEIEN OTn Xoprnynon Twyv B-avacTOAEWV
(Bpadukapdia/diaTtapaxEc KOATTOKOIAIOKAC aywyng, Bapid xpovia
QATTOPPAKTIKN TTVEUPOVOTTABEIQ, BapId TTEPIPEPIKI)

apTNPEIOTTABEIN)



EuxapioTw yia TNV TTpocoxn cag!
-

EPQTHZEIX?

I |
0\




