STEMI/NSTEMI:
ETUTAOKEC

MuxanA NanadpakAng, MD, PhD, FESC
Enikoupog KadOnynti¢ NaboAoyiac — Emeppatikng KopdioAoyiog
TuAua latpikng, Navemotipo Natpwv
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E”I”AOKEZ KAPAIAKH ANEMAPKEIA

KAPAIOTENEZ 20K

OE M . EM®PATMA AEZIAZ KOIAIAZ

MHXANIKEZ EMINAOKEZ TYNOY PH=EQ> MYOKAPAIOY

T A:INO M HZ H PH=H EAEYOEPOY TOIXQMATOS APISTEPAS KOIAIAS
e PH=H MKA

PH=H/NEKPQZH ©@HAOEIAOYZ MYOZX
ANEYPYZMA — WEYAOANEYPYZMA APIZTEPAZ KOIAIAZ

TAXYAPPYOMIEZ (KOIAIAKEZ, YNEPKOIAIAKEZ)
BPAAYAPPYOMIEZ

MEPIKAPAIAKH 2YAAOIH
MEPIKAPAITIZ
2YNAPOMO DRESSLER

YNOTPOINH XTHOAIMXHZ: ENMEKTAZH EMOPATMATOZ, EMANEM®OPATMA

PPATIKEZ EMINAOKEZ

EN TQ BAOEI DAEBOOPOMBQIH & MNEYMONIKH EMBOAH OAPMAKA )
OPOMBOS APISTEPAS KOIAIAS EMEMBATIKES MPAZEIS
SYSTHMATIKH APTHPIAKH EMBOAH



KAPATAKH ANETTAPKEIA (1)

= JuotoAwkn + AltactoAlk SuoAettovpyiat:
aVOPEVETAL PETA amo OEM

= ‘Ektaon + Evtomon BAaBng oto puokapdilo = KAINIKH EIKONA

=~ Evtaon khwkwv exdniwoewv — Zupntwpata: Avomnvola, EUKOAN KOTwon,

— Mn-vekpwUEVO PUOKAPOLO UIOPEL aduvapia

T[apocSu«,x V(,x evat UT[OKW,nTILKO 4 o — ZnMeia: tpifoviec MVeEVUOVIKWY Baoewvy, S3
QKLVNTLKO AOYW LOoXOLULKOU ‘stunning

) = MAPAKAINIKOZ EAETXOz
= MPOINQITIKOI NAPATONTEZ ekébnAwong , , ,
KA — Echo kapdiLag: EAattwpevo KAaopa

, , eEwbnonc aplotepacg kowhiag (LVEF)
— Mpoxwpnuevn nALkia

— OnAu dvMO
— Zakyapwdnc AlapPntng

— Ro Bwpakoc: Mvevpovikn cupdopnon,
avaotpoPni aLUATWONG

— sat02%, aEpLla aPTNPLOKOV QLLLOTOG:
— lMpooBio OEM uTtoSuyovaluia

— Mponyoupevo OEM — BNP (B-vatploupntkd memtidio)



Kapdiakn Avemdpkela oe AoOeveic e OEM

Killip classification

Killip Class Clinical signs Incidence Mortality
Class | Mo clinical signs of heart fallure 33% to79% 2% to B%
Class |l Rales or crackles in the lungs, an 12% to38% 8% lo17%

53 gallop, and elevated jugular
VENOUS pressure

Class Il Manifest acute pulmonary edema 5% to 10%  27% to 38%

Class IV Cardiogenic shock, systolic blood 3% to 19%  40% to T0%
pressure <90 mmHg, evidence of
low cardiac output




KAPATAKH ANETTAPKEIA (2)

H ekdNAwon KopSLaKNG AVEMAPKELAC EXEL LEYAAN MTPOYVWOTLKA onpacia petd oo OEM

Impact of left ventricular function on survival following MI. The curvilinear relationship between the left ventricular
ejection fraction (EF) in patients treated in the reperfusion era is shown. In patients with a left ventricular EF below 40%,

:@ the rate of mortality markedly increases at 6 months.
o
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EF, ECHOCARDIOGRAPHIC (%)

From Braunwald'’s Heart Disease, 10" ed Modified from Volpi A, De Vita C, Franzosi MG, et al: Determinants of 6-month mortality in survivors of
myocardial infarction after thrombolysis. Results of the GISSI-2 data base. The Ad Hoc Working Group of the Gruppo Italiano per lo Studio della
Sopravvivenza nell'Infarto Miocardico (GISSI)-2 Data Base. Circulation 88:416, 1993.)



KAPATAKH ANETTAPKEIA (3)

ANTIMETQNIZH

u Alépewcn Ynoﬁoup.iaq (odeiletal kuplwg o€ VeV OVIKA ayyeLakn ocupdopnaon Kot dStapeco oidnua):
— Xopnriynon 02 pe pwiko kabetrpa f paoka Venturi = otoxoc Sat02%>95%
— Ent amotuyiag: MBavn xprion pn-enepfatikol pnxavikov agplopov (CPAP) 1 Evéotpayelakn StacwAnvwon

=  Awoupntka (Poupooepidn) = Nedppuwkr amoBoAn H,0+Na
— EAATTWVOUuV TNV MECN EVTOC TWV TIVEUOVLKWY TPLXOELO WV

— EAattwvouv To mpodopTio TNC ap KOWALAG =2 HELWON TOXWHUATIKNAC TAoNG =2 Helwon puokapdlakwy anattioswyv os 02 -
BeAtlwon cuoTAoTIKOTNTAC =2 aVENon KaPSLaKAC TTapoXnS

— AneuBeiac ayyelodlaotaAtiky dpdon otn dAePkn KukAodopia

= AyyelodraotaAtika (Nitpwdn, avaotoleic RAAS*)

— EAaTTWwVOoUuV TO HETAPOPTIO TNG ap KOG = EAATTWON UETABOALKWY AMALTHOEWV pUokapdiou, avénon kapSLaKNC
TapoxNG
— l8waitepa xpnotpa os: Mn-avtamnokplon o SloupnTikad, Aptnplokn umeptaon, Avendpkela Mitpoeldboug

= |votpona, Ayyeloovonaotika (Ntomapivn, Aofoutapivn, Nopemivedpivn)



KAPAIOTENEZ ZOK (1)

AmnoteAel TRV evtovatepn KAWLKA EKOAAwoN
OLPLOTEPNG KAPOLAKNAC QVETIAPKELOLC

Xapaktnpiletal ano xapnAn kopdlakn mapoxn " [lapdyovteg KivdUvou yLa ekdNAwon
LE ONnUELa uTtoAPSELONC LOTWV KOl OPYAVWV kapdloyevoulc ook o STEMI:

2TNV €MOYI TNC EMOVAYYELWONC =2 ocuxvotTnta O Npoxwpnuévn nAkia

~5-8% Q Saxxopwdnc AtaBATNC

2e ~80% tTwv 0.0Bevwv odeIAETOL OE EKTETAUEVN O Npdo6io OEM

puokapdiakn BAABN otnv aploTepA KoL
(>40% tn¢ palag TNG ApLoTEPNG KOLALACG)
Ayyeloypadikd: Nooog 3 ayyeiwy,

U Nponyoupevo OEM
O lotopikd Zupdopntikic Kapdlakng

>teNEXoug, Eyyug mpooBiou KATLOVTOG AVETIAPKELOG
2e ~10-20% twv acBevwv oxetileTal UE: o o N
éudbpaypa Ss€Ldc kokiag, prifn eAeuBépou " [ltwxn ntpoyvwon. Meyalo opeAOC amo eykaipn
TOLXWHOLTOG aLPLOTEPAC KOLALaG, pRéN MKA, EMAVAYYELWON

oelo AVEMAPKELA LTPOELSOUC



- ApLoTepr) KapSLOKH QVETIAPKELDL

% Entintwon W Shock amtd éudpaypo Se€ldc Koo
80

e Erimwpotiopog/Prén eAeuBEPOU TOLXWHOTOC
AK

78.5

-12.5% MnXOVIKEC ETILITAOKEC
f—

4 —

Attia kapdloyevouc shock (n=1162)

(SHOCK Registry Hochman, JACC 2000; 36: Suppl A: 1063)



jrmessesssssssesssennnan Myocardial infarction

ZOK (2) L W

| Cardiac output
| Stroke volume

ILVEDP
Pulmonary congestion

MAGODYZIOAOTIA

Revascularization
Hypotension

| Systemic
perfusion

Hypoxemia
{Coronary
perfusion pressure

Ischemia }— Relief of ischemia

" essssssssssssssssgesessssEsssssssesssssysss

Compensatory
"""" vasoconstriction Progressive
"\.._____¥ mm.l
—» | dysfunction
SURVIVAL
th with GOOD
= QUALITY OF LIFE

From Reynolds HR, Hochman JS: Cardiogenic shock: Current concepts and improving outcomes. Circulation 117:686, 2008



KAPATIOIENEZ ZOK (3)

KAINIKH EIKONA
o Avonvola, opBonvola, taxumnvola, epidpwon, Puxpd dkpa, cuyxuon

o XopnAn ocuoTtoAkn aptnplokn riieon <90 mm Hg (A xapunAn péon aptnplakn niieon <60 mm Hg),
Taxukapdia, tpllovtec otnv akpoaon MVeUOVwWY, S3, SLatetapéves odayitidec, eAatTtwuévn dlovpnon,
TTOAVOPYQAVLKH aVETIAPKELO AOYW UTtoApdeuong

AIATNQ2H

o 2uxva ektetapevec HKI ke aAAOLWOELG TTOU UTTOONAWVOUV: HEYAAO EUDPAYUA, EKTETAUEVN LOXALULA, N
nponyovpeva epdpaypota
Ro Bwpakog =2 sikova O&£oc Mveupovikol OBAMATOC
Epyaotnplakog EAeyxog = urofatpia, yoAoKTK oE€waon, vEdDPLKA AVETIAPKELA

o YmEPNXog KapdLag =2 £ktaon SUOAEITOUPYLKOU puoKapdiou, avayvwpLon LNXaVIKWY oLtiwy
kapSLoyevoug 0ok

o Amnauteital atpoduvapiké monitoring: aptnpLlakrn ypapun, +/-kaBetnpac mveUOVLIKNC apTtnplog



circulatory collapse.

anoxic brain injury

EXTREMIS
(A) Modifier: . A patient with refractory shock or actual/impending
CA with concern for E

A patient who has clinical evidence of shock that worsens or
fails to improve despite escalation of therapy.

CLASSIC

A patient who has clinical evidence of hypoperfusion

that initially requires pharmacologic or mechanical support.
Hypotension is usually present.

BEGINNING
A patient who has clinical evidence of hemodynamic

instability (including hypotension, tachycardia or abnormal
systemic hemodynamics) without hypoperfusion.

AT RISK

' A hemodynamically stable patient who is NOT experiencing
signs or symptoms of CS, but is at risk for its development (i.e.
large AMI or decompensated HF).




Stage Description Physical examination/bedside findings Biochemical markers Hemodynamics
Typically includes May include Typically includes May include Typically includes May include
A A patient who is not currently Normal JVP Clear lung sounds Normal lactate Normal labs Normotensive (SBP =100 mmHg or at If invasive
At risk experiencing signs or symptoms of CS, Warm and well-perfused + Normal (or at baseline) hemodynamics are
but is at risk for its development. baseline) renal assessed:
These patients may include those with large e Strong distal pulses function » Cardiac Index
acute myocardial infarction or prior s Normal mentation >2.5 L/min/m*
infarction and/or acute or acute-on-chronic (if acute)
heart failure symptoms. +« CVP <10 mmHg
« PCWP <15
mmHg
« PA saturation
=65%
B A patient who has elinical evidence of Elevated JVP Rales in lung Normal lactate Minimal acute renal Hypotension
Beginning CS  hemodynamic instability (including Warm and well-perfused fields function impairment

C
Classic CS

D
Deteriorating

E
Extremis

relative hypotension or tachycardia)
without hypoperfusion.

A patient who manifests with
hypoperfusion and who requires one
intervention (pharmacological or
mechanical) beyond volume
resuscitation.

These patients typically present with relative
hypotension (but hypotension is not
required).

A patient who is similar to category C but is
getting worse. Failure of initial support
strategy to restore perfusion as evidenced
by worsening hemodynamics or rising
lactate.

Actual or impending circulatory collapse

e Strong distal pulses
« Normal mentation

Volume overload

Any of stage C and worsening
(or not improving) signs/
symptoms of hypoperfusion
despite the initial therapy.

Typically unconscious

Looks unwell Lactate =2 mmol/L

Acute alteration in

mental status

Feeling of

impending doom

Cold and clammy

Extensive rales

Ashen, mottled,

dusky, or cool

extremities

Delayed capillary

refill

Urine Qutput

<30 mL/h
Any of stage C and
lactate rising and
persistently >2
mmol/L

Near pulselessness  Lactate =8 mmol/L”

Cardiac collapse

Multiple

defibrillations

Elevated BNP

Creatinine increase to
1.5 x baseline (or 0.3
mg/dL) or = 50% drop
in GFR

Increased LFTs
Elevated BNP

Deteriorating renal
function
Worsening LFTs
Rising BNP

CPR (A-modifier)

Severe acidosis

« pH < 7.2

» Base deficit =10
mEqg/L

« SBP <90 mmHg
« MAP <60 mmHg
« = 30 mmHg drop from baseline

Tachycardia

« Heart rate =100 bpm
If invasive hemodynamics assessed
(strongly recommended)

» Cardiac index <2.2 L/min/m>
« PCWP =15 mmHg

Any of stage C and requiring
escalating doses or increasing
numbers of pressors or addition of a
mechanical circulatory support
device to maintain perfusion
Profound hypotension despite
maximal hemodynamic support

Need for bolus
doses of
VASOPressors




KAPATIOINENEZ ZOK (4)

ANTIMETQMNIZH

= |votpona (6doBoutapivn) kot ayyetoocvonaoctika (vopadpevalivn) pappaka
» Xprjon oTLc X UNAOTEPEC KaTA To Suvatov SOOELC
» BeAtiwon atpoduvapikou status
» Xwplc onuavtiki eAattwon tng evOOVOOOKOUELOKAS BvntoTnTog

" AMECN EMOVOAYYELWON
» Kata npotipunon pe PCl
» BeATIWVEL TNV TPOYyvVwon

Recommendations Class®* Level®
" Mnyxoavikn vrtootnpEn tng kukAodopiog IR
O Evéoaoptikn avtAia (Intra Aortic Balloon Pump -IABP)  ABP should be considered in patients with
, , , , haemodynamic instability/cardiogenic shock due to lla C
U Zuokeuég untofondnong apLotePAg KoLALoG

ACS-related mechanical complications.



Major categories of mechanical circulatory support

TandemHeart®

A cannula is inserted percutaneously

through the right femoral vein and
Impella® advanced toward the right atrium, where

This rotational flow device is it is introduced by transatrial septal

Intra-aortic balloon pump percutaneously inserted via the perforation, to establish inflow into an

inserted into the descending femoral artery and positioned external rotational motor. A cannula in

aorta between the arch vessels across the aortic valve, with either femoral artery then provides the
and renal arteries flow intake in the left ventricle outflow.

and outflow in the aorta

From Braunwald’s Heart Disease, 10t ed



EM defiac koiAiag
Juvomrtika Ztolxela

o Right ventricular (RV) marginals

g h Alraveniricular (AN node a.
Sinaatrial (54) noda a !
Right coronary a. (RCA) ™ |

2TIAVLIOL LELOVWHEVO, cUVNBWC o€
ouvduaouo e katwtepo OEM

Yrotaon + KaBapa mVEU LOVLIKA
niedla + avénuevn KO

Avaomnoon V1 + V4R >0.1mV
2NUOVTLKN N XOpnynon uypwv :
Awatnpnon pAeBokopuBikov i
PUBLOU KoL KOATTOKOLALOKNG

7 ) . ECG:
Distal occlusion No ST-segment i .
av wv n q of right coronary elevation and positive ST elevation in right-sided leads
artery T wave

Clinical findings:
Shock with clear lungs, elevated JVP

ST-segment elevation Kussmaul sign
21 mm and positive
T wave Hemodynamics:

Increased RA pressure
Square root sign in RV tracing

Echo:
Depressed RV function

¢ Management:
Occlusion of

circumflex
coronary artery

ST-segment depression Maintain RV preload

=1 mm and negative Lower RV afterload

T wave Restore AV synchrony
Inotropic support

C Reperfusion

From Braunwald’s Heart Disease, 10 ed B




EMZPATMA AESIAT KOIAIAZ (1)

* ‘Hrua SucAettoupyia AK cuxvn (~40%) HETA ATTO KOTWTEPO I KATWTIEPOTLOOL0 Epudpayua

=  Awodbuvauika onuavtikn ducAettoupyia AK og ~10% twv aacBevwy pe auvtol tou tuTtou OEM
— BaBuog tng duoAettoupyiacg AK eéaptatal amno:
* Q¢on anodpainc deflac otedpaviaiog aptnplag
* MapadmnAevpn kKukAodopia amo npocdLo katiovia KAAdo

" Auénuévoc kivbuvocg epdaviong mAnpouc (mapodikol) KOATIO-KOIALOKOU aTOKAELOUOU Ttou XPRLEL
npoowpwvn¢ fnuatodotnonc.

KAINIKEZ EKAHAQZEIZ
» Ynotaon — Awdtaon odpayitidwv — Aouvoia aKpPOOOTIKWV EUPNHATWY Kal SUoTvolag
(xapaktnplotiki tpada pe Tetdikotnta + | evatcbnoia yia OEM AK)

> ZoBapn duchettovpyio AK 2 KAk eikova xapnAng KapSLlaki¢ mapoxne: wxpotnta, epidpwon,
Juxpa akpa, cuyxuon, umtotaon, oAlyoupia, onpeio Kussmaul (avénon JVP pe tnv elonvon)



EMEPATMA AE=IAZ
KOIAIAZ (2)

ANTIMETQMNIZH
=  Anoduyn Nirpwdwv kat
AloupnTikwv
» Kivéuvoc¢ aLpoduvopkng
empapuvong

= Xopriynon vypwv
» Auénon npodoptiou AK kot
BeAtiwon kapSLaKnG tapoxng

v’ Mnopsi va anattnBei tayxeio xopriynon
apketn¢ moocotnta N/S 0.9%

v' Anacteitat AtpoSuvapikd monitoring
(SAP, DAP, MAP, CVP, PCWP)

= |votpona dapupaka (dofoutapivn)

" Bnuatodotnon (emi Statapaywv
aywyng, Bpadukapdiag)

" Emavayyeiwon
=  Juokeun vnofondnong AK

a. Normal

Contractility Contractility

LV preload Cardiac output

RV preload

RV afterload LV afterload

b. Acute isolated RV infarction

lContractility

1 LV preload lCardiac output
RV preload
Ll RV I 1. attercac

c. Biventricular infarction
iContractility

l LV preload lCardiac output
RV preload
l P RV TFW afterload LV TLV afterload
d. Fluids + Inotropes + Reperfusion
CVP<15 mmHg TContractility I;CWPda mmHg
LV preload TCardiac output
RV preload
T P lFW afterload LV lLV afterload
| TParcuIanenus RVAD TECMD
DOI: 10.1080/14779072.2018.1489234 Mechanical circulatory support ' '



MHXANIKEZ ETTITTIAOKEZ
TYTIOY PH=EQ2~Z MYOKAPAIOY

" APOUOTLKEC ETIITAOKEC — apopoUV oTNnV pNén epdpoypatikou
LuokapdlakoL Lotou

" KALVLKEC OUVETIELEC e€apTwvTal armo tn B€on tng pnénc:
(JEAeUOepoO TolywHa AP KOLALOG
(dMeookolAlako diadppayua
JOnAocideic pueg ptpoedouc BaABidac (pnén tevovtiag xopdng n Luog)

= Au€avopevn xprion Bepamnelwyv enavalpatwonc =2 @bivovoa
ouXVOTNTA EUPAVIONC LNXOVLKWVY ETILITAOKWV



Cardiac rupture syndromes complicating STEMI.

A, Anterior myocardial rupture in an acute infarct. B, Rupture of the ventricular septum. C, Complete rupture of a necrotic papillary muscle.
(From Schoen FJ: The heart. In Kumar V, Abbas AK, Fausto N [eds]: Robbins & Cotran Pathologic Basis of Disease. 7th ed. Philadelphia, WB Saunders, 2005.)



Queried NIS 2003-2015 for records

FWR = free wall rupture;

MC = mechanical complications;
NIS = National Inpatient Sample;
PMR = papillary muscle rupture;

VSD = ventricular septal defect l

with acute M|
STEMI = 3,982,655 NSTEMI = 5,143,707
Excluded records with missing: Excluded records with missing:
- Mortality (n=3,286) - Mortality (n=3,337)
- Baseline characteristics (n=27,264) - Baseline characteristics (n=26,022)
- Other outcomes (n=244) - Other outcomes (n=81)
STEMI = 3,951,861 NSTEMI = 5,114,267
MC=10,726 (0.27%) No MC= 3,941,135 MC= 3,041 (0.06%) No MC= 5,111,226

l

l

l

PMR=2,024 (0.05%)

VSD=8,401 (0.21%)

FWR=301 (0.01%)

\ 4

l l

PMR=628 (0.01%)

VSD=1,943 (0.04%) FWR=470 (0.01%)




Pnén kapdiac
Zuvomtika Ztolxela

Pnén eAeuBepou toywpatoc AP kollac otnv umtoéeia paon
AldvidLlo alyocg pe atpoduvapikn kotappudn ko
NAEKTPOUNXAVLKO SLOXWPLOUO

ALLOTIEPLKAPOLO — ETILITWHLATLOLOC

Eav vntapyel BpopBoc oto onpuelo TN pnénc lowc mpoAapoupe
va yivel mepikapdlonapakevinon, elOaAwc Bavatog



PH=H EAEYOEPOY TOIXS(IMATOZ APIZTEPAZ KOIAIAZ

ATtO T coBapotepecg emumAokecg tou OEM. H coBapotepn
unxavikn erutiokn. YYnAn Ovntotnta.

Aspects to
: ’ . ) consider
JUXVOTEPN OE EKTETOLUEVO SLATOLXWHATIKA Epdpaypata
@éﬁn pr']Er]q O?sret |
O Xuxvotepa otn cUpPBOAN epdpaypatikol Kat pucloAoyKoU =hielozmre
pHuokapdiov

o MpocOio i} mMAAyLo TolxwHa aPLOTEPAC KOWALOG

Diagnosis/ workup

Xpovog epdaviong: 50% evtog 5 nuepwyv, 90% evtog 14
NUEPWV
Tuxvotnta 0.6-6.2%—> £xetL eAaTTwOEL AOYyWw:

v' AUENONC TWV MOCOOTWVY ETILITUXOUC EMAVOLUATWONC

v BeAtotomnoinonc the dappakeuTKAC aywync (xprion b-blockers,
EAEYXOC UTIEPTAONC...)

Napdyovtec KivdUvou: tpoxwpnuevn NAKLa, BrAu duUAo,
npwtn epdavion OEM, xpnon BpopfoAutikov vs PCI,
UTIEPTOON

Free-wall rupture

Onset: 3—7 days from AMI

New acute chest pain episode,
cardiogenic shock, cardiac arrest, signs

of cardiac tamponade.

Signs of cardiac tamponade,
echocardiographic evidence of
pericardial effusion, clots, contained

rupture.



PH=H EAEYOEPOY TOIXIMATOX
APIZTEPAZ KOIAIAZ (2)

KAINIKEZ EKAHAQZEIZ (~ofUtnta tne pnénc, Béon, éxtaon)

= O=EIA, EKTETAMENH PH=H—> NEPIKAPAIAKOZ ENINQMATIZMOZ
— Awoduvapkn katappudn
— Aoduypun nAektplkn SpaoctnPLlOTNTA 1] AoUOoTOALa — BAvaTog

= MIKPOTEPHZ EKTAZHZ = Ymoésia kAwikn mopeia (1/3 twv aacBsvwv)
— Napatetapevo/vnotponialwyv Bwpakikdo AAyoc, vautia, urtotaon
— Awdtaon odpayittdwy, napadoéoc opuyuog, BuBLoL kapdLakol TOvol, NXOC
nepkapSLakNC TPLRNC



PH=H EAEYOEPOY TOIX(IMATOZ APIZTEPAZ KOIAIAZ (3)

AIATNQZH: anateital vPpnAog deiktng KAwKAC urtoiag

* Yrnepnxokapdioypadio: MEtpla £we peyaAn mepkapSilakr) cUAAOYH LLE OnUELD ETIKELLEVOU TTEPLKAPSLOKOU
ETUMTWUATIOMOU

From Braunwald’s Heart Disease, 10" ed



PH=H EAEYOEPOY TOIXQQMATOZ
APIZTEPAZL KOIAIAZ (4)

ANTIMETQMNIZH

d Inpavtkn n mpoAndn pe Tnv Eykalpn enavayyeiwon Surgialtreatmene  Immedinte surgery.

Sutureless technique suggested if no
large rupture present.

Peri-operative support for reduced

LVEDP
J Alpoduvapikn otaBepomnoinon
> Xopnvn Or] EVGOd)AEBqu vawv MCS as bridge to MCS might be useful in the
> |V(')'[pOT[(1 d)dp I.,la KOl decision or surgery and pre-operative and peri-operative phases

peri-operative support to reduce LVEDP after repair to reduce

> Emnelyovoa nmepkapSlonapakévinon B
» Xprion |IABP

(J Apeon XELPOUPYLKN OTTOKATAOTAON



PREn MeookoiAiakoU Aiappayparoc
Zuvomtika Ztolxela

Ertidelvwon KALVIKNG elkovac aoBevouc ue oOAOCUOTOALKO
$duonpa kata tnv vnoéeia paon

IV SLoupnTika Kol yYELOCGUOTIOOTLKAL

Intra-Aortic Balloon pump (IABP)

Xelpoupylkn emdlopbwon (mpwipn vPpnAn Bvntotnto/
KaBuoTeEPNUEVN EVUKOAOTEPO XELPOUPYELO AAAA KivOuvOoC
ETLEKTOLONC PNENC Kal Bavatou)



PH=H MEZOKOIAIAKOY ATIAZPATMATOZ (1)

ErtutAokn o€ SLaToywHaTIKO Eudpayua
MéyeBoc tng pnéng motkiet
Q¢on pnénc (cupBoAn epdpaypatikol pe puoloAoyLlko LUOKAPSLO):
» 2e mpocOia OEM - cuyvotepa oto kopudaio MAK
» e kotwtepo OEM =2 cuyvotepa oto Baotkd MKA = xelwpotepn npoyvwon

Tuxvotnta:

» 2tnv enoxn mpo tnc Bpopfoluvonc: 1-2% twv OEM, epdavion 31-7" nuépa
et to OEM

» ITnv enoxn tng emavolpatwonc: ~0.2% twv OEM, sudavion ocuvnbwc oto
1° 24wpo

Napdyovteg KivdUvou: ipoxwpnUeEvN NALKLa, BAAL dUAO, EKTETAEVO
OEM, rttwyn mopamnAevpn KukAodopia

Auvéavel onpavtika tn Ovnrotnta 30-npuepwv acbevwy pe STEMI

Aspects to
consider

Onset

Clinical scenario

Diagnosis/ workup

Ventricular septal rupture

Onset: 3-7 days from AMI

New acute chest pain episode, cardiogenic
shock, pulmonary congestion, right heart
failure signs and symptoms.

MNew cardiac murmur, echocardiographic
evidence of ventricular septal defect,

left-to-right ventricular shunt.



PH=H MEZOKOIAIAKOY AIAZPATMATOX (2)

KAINIKH EKAHAQZH

" QwPOaKLKO AAyog, SuoTvola, uTtotacon, adLKOLALaKN KopdLakn
OVETIAPKELDL

= NE€o, €vtovo, Tpaxl oAOCUCTOALKO puonua
o Evtovotepo aploTEPA MOPOOTEPVIKA
o Mapouoia pifou
o Mmnopei va eival SuokoAa avayvwplolpo oe aoBevn He cOK

AIATNQzH

O Ynepnxokapdioypadia pe Color flow Doppler imaging
v Mpoobloplopdc B€onc Kat EKTaonc tne pAENG
v ‘EAeyxoc Asttoupyioc AP kat AE KotAlog
v Ektipnon ouoTtoAKAC riieonc 8e€Ldc kolhiag
v’ Noootwomnoinon AP~ AE Stodpuynic
0 KopdLakog Kabstnplaopog

Kopeopog oEuyovou otnv MVEULOVIKA aptnpla avénuévog os oxeon Ue to Hello
KOATIO (oxygen step up)



From Braunwald’s Heart Disease, 10t ed

(K] 50dB 3 +/+1/1/2
M CW Focus= 49mm
CW Gain= 22dB

FIGURE 55-35 Two-dimensional echocardiography in an older female
patient with a ventricular septal defect (VSD) that developed after a STEMI
caused by occlusion of the left anterior descending coronary artery. Close-up
of ventricular septum in apical four-chamber view (left) demonstrates turbu-
lent systolic color flow Doppler across large VSD. Continuous wave Doppler
(right) demonstrates systolic flow across VSD. LV = left ventricle; RV = right
ventricle. (From Kamran M, Attari M, Webber G: Images in cardiovascular medicine.
Ventricular septal defect complicating an acute myocardial infarction. Circulation
112:e337, 2005.)



PH=H MEZOKOIAIAKOY AIAZPAIMATOZ (3)

ANTIMETQNIZH

= ALEGCHN XELPOUPVYLKN OVTLUETWTILON (o€ «oTadepomnolnpévoucy acBeveic)

= Awpoduvapiki otaBeponoinon — eAattwon L= R shunt
» Xprjon ev6oaopTLknC avTAiag
» AyyelodlaoTaATika (LeTd tnv tomoBetnon |IABP)



Repair of an ischemic ventricular septal defect.

The infarct typically involves a free wall and septum. Repair of the defect is
performed through an incision in the ventricular wall infarct. The septal defect is
closed with a prosthetic patch, and a second patch is used to close the incision in the

free wall.

EREEERE NPT, S TR R ERE N

From Braunwald’s Heart Disease, 10t ed



Averapkela HiTpoeidoUc PaAPpidac

Otela avemapkela Aoyw duoAettoupyiog OnAogtdouc puoc n
pPA&NG TeEVOVTLAG XOPONG

Yrioéeia/Xpovia avenapkelo Adyw Stataonc AP KolALaC
Awpoduvapikn entpapuvon + Avcnvola

N£o cuoTtoAkO puonua

IV StoupnTika + wotporna (+/-ayyelodLa0TAATIKA)

|ABP

Xelpoupykn emdLopbwaon N avtikataotoon TNS BaABLdac



PH=H OGHAOEIAOYZ MYOZ (1)

2ravia aAAd cuxva Bavatndopoc EMUTAOK
SLaTOLXWHATIKOU EUPPAYUOTOC — CUXVOTEPN OE KATWTEPQ
euppayuata

Mropel va epdavIoTEL Kol 0€ MLKPRE EKTAONG
endppaypota (os ~50% TwV MEPUITWOEWV)

MARpnc pnén Bnlostdouc puoc =2 aiwpvidla cofapn
avemapkela ptpostdbouc =2 OMNO + alpoduvapikn
katappupn =2 Bavatog

Tunuatikn pnén BnAosdouc puoc (ouxvotepn) = cofapn
/ OxL dpeoa Bavatndopa AVEMAPKELA LLTPOELOOUC

i~ Papillary
,.lJ muscles

Pnén 9nAoetdouc uvoc deéiac kotAiag: oraviotepn,
nipokaAel oéeior avertapkela TptyAwytvoc kot deéia
KopOLOKN AVETTAPKELA



PH=H OHAOEIAOYZ MYOZ (2)
KAINIKH EKAHAQZH

" Avomnvola

= O&U MVEUUOVLKO oldnua

" KapOLoyeVEC OOK

" JUOTOALKO duonua kopudng [Oela avemapkela pitpoetdouc]
= 53,54

AIATNQ2H

= Anatteitat vpnAog delktng KAWVIKAC uTtoPlag
= Apeon Olevepyela unepnyokapdloypadiac mni vrtolog




From Braunwald’s Heart Disease, 10" ed
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PH=H OHAOEIAOYZ MYOZ (3)

ANTIMETQMNIZH

Surgical management of mitral regurgitation caused by a
ruptured papillary muscle.

A, An acute papillary muscle rupture results in severe mitral
regurgitation as a result of leaflet and commissural prolapse.
Mitral valve replacement is usually necessary.

B, Mitral débridement with retention of the unruptured
commissural and leaflet segment is performed to preserve
partial continuity of the annular papillary muscle.

C, Mitral valve replacement is then performed.

D, Occasionally, mitral valve repair can be performed by
transfer of a papillary head to a nonruptured segment.

From Braunwald’s Heart Disease, 10t ed



Characteristics of Ventricular Septal Rupture,

Rupture of the Ventricular Free Wall, and Papillary Muscle Rupture

CHARACTERISTIC

VENTRICULAR SEPTAL RUPTURE

RUPTURE OF THE VENTRICULAR

PAPILLARY MUSCLE RUPTURE

Incidence

Time course

Clinical manifestations

Physical findings

Echocardiographic findings

Right-heart catheterization

1-3% without reperfusion therapy,
0.2-0.34% with fibrinolytic therapy,
3.9% in patients with cardiogenic
shock

Bimodal peak; within 24 hr and 3-5
days; range, 1-14 days

Chest pain, shortness of breath,
hypotension

Harsh holosystolic murmur, thrill
(+), S5, accentuated second heart
sound, pulmonary edema, RV and
LV failure, cardiogenic shock

Ventricular septal rupture, left-to-
right shunt on color flow Doppler
echocardiography through the
ventricular septum, pattern of RV
overload

Increase in oxygen saturation from
the RAto RV, large v waves

FREE WALL

0.8-6.2%; fibrinolytic therapy does
not reduce risk; primary PTCA
seems to reduce risk

Bimodal peak; within 24 hr and 3-5
days; range, 1-14 days

Anginal, pleuritic, or pericardial
chest pain; syncope; hypotension;
arrhythmia; nausea; restlessness;
hypotension; sudden death

Jugular venous distention (29% of
patients), pulsus paradoxus (47%),
electromechanical dissociation,
cardiogenic shock

>5 mm pericardial effusion not
visualized in all cases; layered, high-
acoustic echoes within the
pericardium (blood clot); direct
visualization of tear; signs of
tamponade

Ventriculography insensitive, classic
signs of tamponade not always
present (equalization of diastolic
pressures in the cardiac chambers)

%1% (the posteromedial more
frequent than the anterolateral
papillary muscle)

Bimodal peak; within 24 hr and 3-5
days; range, 1-14 days

Abrupt onset of shortness of breath
and pulmonary edema;
hypotension

A soft murmur in some cases, no
thrill, variable signs of RV overload,
severe pulmonary edema,
cardiogenic shock

Hypercontractile LV, torn papillary
muscle or chordae tendineae, flail
leaflet, severe mitral regurgitation
on color flow Doppler
echocardiography

No increase in oxygen saturation
from the RAto RV,

large v waves, very high pulmonary
capillary wedge pressure

LV = left ventricle/left ventricular; PTCA = percutaneous transluminal coronary angioplasty; RA = right atrium; RV = right ventricle/right ventricular.

From Antman EM, Anbe DT, Armstrong PW, et al: ACC/AHA guidelines for the management of patients with ST-elevation myocardial infarction: A report of the American College of Cardiology/American Heart
Association Task Force on Practice Guidelines (Committee to Revise the 1999 Guidelines for the Management of Patients with Acute Myocardial Infarction).



ANEYPYIMA APIZTEPAZ KOIAIAZ (1)

Ovopadetal kat aAnBEc avelpuopa (Sidkplon and Peudoavelpuoua)
Yuxvotnta epdavions: ~5% twv acBevwv pe STEMI

MpokaAeital KaBwc n evOOKOLALOKN TAON TEVIWVEL TO UN-CUOTEANOLLEVO EUPPAYUOTLKO
LLUOKAPSLO

XOpOKTNPLOTIKA TOU OVEUPUOHOTOC:
» AUOKLVNTLKA N AKLWVNTLKN TTEPLOXN TNG APLOTEPAC KOLALOC, LE EVPU QUXEVA
» Aldpetpoc 1-8 cm
» Mn-duololoyikn Kivnon kot mapapopdwon o€ cUOTOAN Kal SLOLOTOAN
» Tolywpo aveupUOUATOC:
o NEMTOTEPO ATIO TO UTTOAOLITO LUOKAPSLO apLoTEPAC KOLALOG
o Amoteleital kuplwg amd wwdn Loto

2UXVOTEPO: YUVALKEC, oAk amodpaén LAD, vooo 1 ayyeiou
80% adopd npocOLoMAAyLO ToixwHa



T Almost

P 1 u 4mm—i
0}

A s B

ST elavation 1mm

Subendocardial injury:
ST depression

W

Transmural (epicardial) injury:
ST elevation

Acute infarction
{hoursh

Infarct expansion
{Fosrs o dlays)

Global remadeling
(days to months)



11/02/2016 14:21:16

11,/02,2016 14:18:55

Amto: Epyaotripto Yrepriywv KapdioAoyiknc KAwikng NN Matpwv



ANEYPYIMA APIZTEPAZ KOIAIAZ (2)

= AIAINQzH

L HKI: mBavn napapovn avoondocswyv ST (=2 dev umodnAwveL amapaitnta aveUpuoua)
0 Yrepnxokapdioypadia: peyain svotcdnoia kot eldkotnTa

= MPOINQzH

» Auénuévn Bvntotnta (awénpévn emimTtwon KooKWV TaxuoppuouLwy)
> Imavia n pnén
» Kapdlakn avenapkela, otndayyn, OpoupBospBoAka eneltcodia

= ANTIMETQMNIZH
d Mikp@, xwpic KAWLIKA onpoacio aveupuopato
» Zuvtnpntka (mopokoAovOnon, aMEA, avTutnKTka?)
d MeyaAa avevplUopata, EpdAvion KOLALOKWVY Taxuvappuopitwyv, OpoupospBoAlkad emelcodia
» XELPOUPYLKN OVEUPUOUOATEKTOUN



YEYAOANEYPYZMA APIZTEPAZ KOIAIAZ

Mnxoaviopocg Snuovpyiac:
AteAnc pnén puokoapdlov—2> odppaylopo ano Bpoufo, alpatwua Kot epKapdio:
— NpoAnyn avamntuéng aipomnepikapdiou
— Jtadlakn avantuén KoAOTNTOG TTOU ETILKOWVWVEL PE TNV apLotepd Kowia (Pevdoaveupuoua)

Toixwpa Pevdoavevplopatoc:
—  OpyavwHEVO QLUATWHA Kol TtEPLKAPSOLO
—  Anouotalel puokapSLaKOC LOTOG

Mrtopel va avénBouv moAv oe peyebog

Juxva mepLExouv Bpopfouc = Kivéuvog ocuoTnUATKAG EUPBOANG
YYnAadc kivduvog pnéne

Awayvwon:

v YnepnyokapSioypadia

v' Contrast enhanced ayyeloypadia

AVTLLETWTILON: XELPOUPYLKH



From Braunwald’s Heart Disease, 10" ed



Differences between a pseudoaneurysm and a true aneurysm

Pseudoaneurysm

Infarcted

segment Pericardium
Mural
thrombus W
Thinned-out Y

myocardial scar
Transmural infarct

True aneurysm with rupture

1. Wide base 1. Narrow base
2. Walis composed of myocardium 2. Walls composed of thrombus
3. Low risk for rupture and pericardium

3. High risk for rupture

From Braunwald’s Heart Disease, 10t ed



APPYOMIOAOIIKEZ «HAEKTPIKEZ» ETTITTAOKEZ

" AppuBuiec epdavidovtal epinov oto 90% twv acOsvwv pe OEM
= STEMI: upnAdtepog kivouvocg appudLwv
=" OLEPLOOOTEPEC MEPLEUPPAYUATIKEC appuUOuieC elval KAAONOELC Kol AUTOTIEPLOPL{OUEVEC

" Inuoocia AMECSNC aAvayvVwELoNC KO OVILUETWITLONG TWV appUOULWY TTOU amaltouV
napeufaon =2 npoAndn emdeivwonc Loxatpiog Kat atpoSuvauLKnG emtBapuvonc

* NMaBoduciodoyia:
v AuoAettoupyia ANZ (autopatio)
v EudpaypaTiko HUOKAPSLO—> UTIOOTPWHLA Yot KUKAWLOTO ETTIAVELOOSOU
v HAekTpOAUTLKEC SLatapaxEc, urtofatpia
v' Auénpévoa emtinedo KATEXOAULVWV



TAXYAPPYOMIEZ - KOIAIAKEZ
KOIATAKH TAXYKAPAIA
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Class 1
Ma" chansed blocker

\.__

Mn-eppévouoa (NSVT): 6LdesLa <30 sec
» Eudaviletal cuxva otnv apeon HETEUPPAYUOTLKN TIEpLodo
» Avtipetwriion nAekTpoAuTikwy Statapaxwv (K, Mg), cuvextl{Oevng LOXALULOG ™~

» >48h ano 1o Eudpaypa, os acbeveic pe LVEF<40% =2 auvénuévocg kivduvog atdvidiou
Bavatou =2 nAektpodpucloloyikr LEAETN KoL EVOEXOUEVWG EUPUTEVCN ATIVIOWTNA

=
Progra=oiol
Eppévouca (Sustained VT): dudpkela >30 sec 1) atpoduvapiki enpapuvon 4 4 o
»  KaAwc avekt = mpoomndbsia GpappaKEUTIKAG avataéng (aptwdapovn)

» Awoduvaptkn emiBapuveon =2 cuyxpoviopévn kapdtoavataén 100) m

» Aoduyun 2 Arwvidwaon 200)J i
Acgutepoyevi¢ TPOAnY N pe epdutevon amvidwtn (otav epdaviletol LETA Ao e —
48h armo to OEM kot v umapxet epdavec avaotpEPLUo aitio)

NaC (i)




TAXYAPPYOMIEZ - KOIATAKEZ
KOIAIAKH MAPMAPYIH

1

YynAotepoc kivbuvoc epdavionc tig mpwteg 12 wpeg peta ano OEM
>48h amno OEM: og KapSLOYEVEC 00K, LeYAAa TtpocOLa epdpaypata
Anawteitan apeon anwvidéwon 200-300)

Aegvtepoyevnc mpoAnyn pe epdputevon amwidwtn (otav epdavidetal peta amno 48h amno to OEM kau
dev umnapyxeL epdavec avaotpeP Lo aitio)



TAXYAPPYOMIEZ - KOIATAKEZ
ETIITAXYNOMENOZ IATOKOIATAKOZ PYOMOX
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FIGURE e21-22 Accelerated idioventricular rhythm (AIVR) criginating from the LV and accounting
for RBBB marphology. ST elevations in the precordial leads from underlying acute MI.

Kow\takog puBuog (eupéa QRS) pe cuxvotnta HeyaAUTEPN TG KOATILKAG Kat <100bpm
Yuxvog o aoBeveig e OEM (~20%), epdaviletal katd Tn SLAPKELX TWV 2 TPWTWV NUEPWV
Mapatnpeital cuxva APECWE UETA TNV EMAVALULATWON

JuvnObwcg autoneplopllopevn appubuia, dev emnpealel TNV MPOyVWOnN

Agv amouteital KAmoLa LK) OVTLHETWITILON



TAXYAPPYOMIEZ - KOIAIAKEZ
EKTAKTEZ KOTIATAKEZ IYITOAEZ (PVCs)

NoAaldtepa Bewpouvtayv IPOeLOOTIOLNTLKEC aPPUBLILEC eTTKEIEVNC KakoBou ¢ KOWALOKAC appubuiog —
OXL TTAEOV

Aev cuviotartal n xpron avilapeuOukwy (ty Aldoakaivng) yia TNV KATaoToAr TOUG

AVTLHLETWITLON CUVTNPNTIKA:
» ALOpOwon NAEKTPOAUTIKWY Kal LETOBOALKWY SLatopoywv

» Xopriynon B-amokAslotwy
» AvayvwpLon Kol OVTLUETWITLON UTTOTPOTILA{oUCaC LOXOLLOG



KOIATAKEZ APPYOMIEZ - ANTIMETQITIZH

Ventricular arrythmias

|CD therapyjs recommended to reduce sudden

cardiac death in patients with symptomatic HF
(NYHA Class II-ll) and LVEF <35% despite optimal
medical therapy for >3 months and at least 6 weeks

after M| who are expected to survive for at least 1
434,609,610

year with good functional status. II
treatment is recommended for patients with

polymorphic VT and/or VF unless

contraindicated.®’'°"*

Prompt and complete revascularization |

recommended to treat myocardial ischaemia that

may be present in patients with recurrent VT and/or
\/F 368388

Transvenous catheter pacing termination and/or
overdrive pacing should be considered if VT cannot lla C
be controlled by repeated electrical cardioversion.

Radiofrequency catheter ablation at a specialized

ablation centre followed by ICD implantation should

be considered in patients with recurrent VT, VF, or lla C
electrical storm despite complete revascularization

and optimal medical therapy.

Treatment of recurrent VT with haemodynamic
relevance (despite repeated electrical cardioversion)
with lidocaine may be considered if beta-blockers,
amiodarone, and overdrive stimulation are not
effective/applicable.®'

In patients with recurrent life-threatening
ventricular arrhythmias, sedation or general
anaesthesia to reduce sympathetic drive may be
considered.®'®

ICD implantation or the temporary use of a wearable
cardioverter defibrillator may be considered <40
days after Ml in selected patients (incomplete
revascularization, pre-existing LVEF dysfunction,
occurrence of arrhythmias >48 h after STEMI onset,
polymorphic VT or VF).

Treatment of asymptomatic and haemodynamically

irrelevant ventricular arrhythmias with

anti-arrhythmic drugs is not recommended.

© ESC 2023



TAXYAPPYOMIEZ - YTTEPKOIAIAKEZ
FAEBOKOMBIKH TAXYKAPAIA

" YxeTiletal pe avénpeEvn Spaotnplotnta Tou cupmadntikou AN

= Autieg: TOVOC, AyxX0oG, KPSLaKN OVETIAPKELD, UTTIOOYKOLULO, UTIOEaLULa, avaLpia, TEPLKapditLc, LoXoLuia,
TIVEUOVLKN €UBOAR

= Y{ynAn kapdlakn ocuxvotnta:
» av&non puokapdlakwy anattjoswy o 02
» Bpayxuvon SLacToAkn ¢ ¢aong = eAattwon otedpaviaiag pong
>>>>>Emideivwon puokapdLlaknig Loxatpiog

" AVTLHETWTILON OULTLOAOYLKN



TAXYAPPYOMIEZ - YTTEPKOIAIAKEZ
TTAPOZYZMIKH YTTEPKOIAIAKH TAXYKAPAIA
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FIGURE e21-13 AV nodal reentrant tachycardia (AVNRT) at a rate of 150/min.

= Juyvotnta <10% oe acBeveic pe OEM

= AVILHETWTLON
» Anouocia unotaong =2 adevoaoivn i.v.
» Amouoia KAWVIKA GNUOVTIKAC KOPOLOKNC OVETIAPKELNG =2 SIATLOEUN N B-ATTOKAELOTNC i.V.
> Jofapn KapdlaKkn AvVEMAPKELA 1] UTTOTACN > CUYXPOVLIOUEVN KapSloavataén



TAXYAPPYOMIEL - Litiiiil | bbb i

YTTEPKOIATAKEZ
KOATTIKH MAPMAPYTH

i e ey

"10-15% twv acBevwv pe OEM

="[Mupodoteital armno:

» 0pLoTEPH KOPOLOKH OVETIAPKELL - ] ,'.5 || i |

» LloYaLukn BAABN Twv KOATIWV
»eudpaypa 6e€Lac kolAiog
» MNepkapditda

= Yyetiletal pe avénuevo kivbuvo Bvntotntac kot AEE —
WOlaitepa o aacBeveic pe npocOilo OEM



TAXYAPPYOMIEZ - YTTEPKOIAIAKEZ
KOATTIKH MAPMAPYTH - ANTIMETQITIZH

ANTIMETQMNIZH

O AotaBeic aoBeveic (umdtaon, Loxatpio, KopdLaK
OLVETIAPKELQL)

»Apeon ouyxpoviopévn kapdloavataén (200J)
0 ZtaBepot aoOeveig
»EAeyxX0C KOIALOKNG oUXVOTNTAC: B-ATTOKAELOTAC i.V.,
dyoéivn
» QopUaKEUTIKA avaTaén: aplwdapovn

»HAeKTPIKA avataén: CUYXPOVIOUEVN KOPOLOUETOTPOTIN
200)

Atrial fibrillation

Intravenous beta-blockers are recommended when
rate control is needed in the absence of acute HF or
hypotension.®®

Intravenous amiodarone is recommended when rate
control is needed in the presence of acute HF and no
h)r|:>ln:>tensit:m.é'm5
Immediate electrical cardioversion is recommended
in patients with ACS and haemodynamic

instability and when adequate rate control

cannot be achieved promptly with pharmacological
agents.

Intravenous amiodarone is recommended to
facilitate electrical cardioversion and/or decrease risk
for early recurrence of AF after electrical
cardioversion in unstable patients with recent-onset
AF 607.608

In patients with documented de novo AF during the
acute phase of ACS, long-term oral anticoagulation
should be considered depending on the CHA;DS,-
VASc score, after taking the HAS-BLED score and
the need for concomitant antiplatelet therapy into
consideration. NOAC:s are the preferred

583,584,587

drugs.




TAXYAPPYOMIEZ - YTTIEPKOIAIAKEZ
KOATIIKOZ TITEPYIIZIMOZ

<5% acBevwv pe OEM
[MPOKUTITEL ATTIO CUMTIAONTLKY) UTIEPSLEYEPON TWV KOATIWV
ZUXVQA TTAPOSLKOG

OEPATMEVTIKA OTPATNYLKN VLA ETTLLLOVO KOATILKO TTTEPUYLOUO
LA POOLA E OLUTH TNG KOATILKAC MOPUOLPUYAC

» Avoyxepéotepn n emnitevén eAéyxou ocuxvotntac Pe dAapuaKa

» Juyxpoviopevn kapdlopetatponn (Evapén pe 50J) pumopet va amattnBet



BPAAYAPPYOMIEZ
FAEBOKOMBIKH BPAAYKAPAIA

DAeBokopPLkAC pUOUOC e ouxvotnta <60 bpm

Yuxvn appuBpuia: katwtepo kat omicOo OEM

Odeiletal oe Bayotovia (increased vagal tone)

Eudavion 1-2h peta to OEM

d Mn-kAwika onpavtiki Bpaduvkapdia = dev emnpedalel TV npodyvwon = mopakoAouOnon
1 KAwwka onpavtikn Bpadukapdia (Msiwon kapdlakig mapoxng, unotaon) =2 kivbuvoc
KOLKONOwWV KOWALOKWV appUBULWVY = QTTOLTELTAL AUECN AVTLUETWIILON
» Atportivniv. 0.5-1 mg
» Bnuatodotnon (6taBwpakiki f dStadpAeBLa)



BPAAYAPPYOMIEZ
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KOMBIKOZ PYOMOZ

= PuBpuoc duaduync cuxvotntac 35-60 bpm

" JUXVOTEPOC o€ Katwtepo OEM

= YuvnOwc bev mpokalel atpoduvapkn enpapuvon

= JuvnOwc dev anatteital Oepaneia



BPAAYAPPYOMIEZ
KOATIOKOIATAKOZ ATIOKAEIZMOZ 19 BAOMOY

Napatetapevo PR>200msec

Eudaviletal oto 15% twv acBevwv pe OEM

Yravia N e€EAEN os mAnpn KKA r} acuotoAia

Aev amoauteital Ok Beparmeia — eKTOC av UTTAPEEL ALLOSUVALLLKA ETtLBApuvVoN

AvtaywVvioTEC aoBeotiov, B-amokAELoTEC = TiBavV EMIOEVWOT KOATTOKOWALOKNC QYWY G
» Mpoooxn otn xopniynon (Oxt avtévdeién)



BPAAYAPPYOMIEZ
KOATTOKOIAIAKOZ ATTOKAEIZMOZ 2°Y BAOMOY

=  KKA 2°° BaOpouU Mobitz-l (Weckenbach)
» Xteva QRS oupmAgypata

» Tuyvotepo oe katwtepa OEM. Aev emnpedlel TV
npoyvwon.

» Avtipetwrion (atporivn, fnpatodotnon) povo av
XONAR ouxvotnta odnyei o€ elkdva XapnAng mapoxng

=  KKA 2° BaOpoU Mobitz-Il:
» Zuyvotnta <1% twv OEM
» JUXVOTEpPOC o€ MpocOio OEM
» Kivbuvoc petantwoncg og mAnpn KKA WWJ\\/‘
» YXETLWETOL PUE XELPOTEPN MPOYVWON

»  AVTIUETWIILON: ATPOTIvVN, MpoowpLvr Bnpatodotnon
(6laBwpakikni A StapAEPfLa), mBaAvVOV POVILOC
Bnuotodotng



BPAAYAPPYOMIEZ

KOATTOKOIAIAKOZ ATTOKAEIZMOZ 39 BAOMOY (TTAHPHZ KKA)
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5-15% twv acBevwv pe OEM / Ze mpooBila kal Kard).tepa.OEM
KotAtakog puBuog pe dradpuyng
(eUpocg QRS kat cuyvotnta eéaptwvtal ano B€on tou block)

AMEZH ANTIMETQNIZH:
» MMpoowpwn Bnuatodotnon (StabBwpakikn, StadbA£BLa)
» Moviun Bnpatodotnon ehpOoov MAPAUEVEL TTAPA TNV EMAVAYYELWON



BPAAYAPPYOMIEZ
AZYITOAIA

= Atportivn
= [Ipoowplvn Bnuatodotnon

e e a2
— 5 e e |

NapaTteTapévn aguoToAia TTou
akoAouBeiTal atrd KoupIKo

puluo diagpuyng
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BPAAYAPPYOMIEZ
ZKEAIKOI ATTOKAEIZMOI

SA node R

I-n"‘"bp

E T o
ﬁw—“"" " ‘33'.-.;_.]' AY node
p .
. 1 His bundle
or Lett bundle branch

Right bundle branch 2

ALOEOULOLKOC ATTOKAELOUOC
TpLOeoULOLKOC ATOKAELOMOC = ALOECULOLKOC + 1°V BaBuou KKA



SAEFMONQAEIZ ETTITTIAOKEZ (1)
TTEPIKAPAIAKH ZYAAOTH

=Y UXVOTEPN O A0OEVELC UE:

v MpbdoBio STEMI
v Extetapévo OEM
v ZupdopnTIKn KapSLaK OVETIAPKELQL

=Aldlyvwon vrtepnxokapdloypadiki
=Aev onpaivel arapaitnta nepikapditida

=FuvnOwWC dev mMpokaAel apoduvapkn enapuvon

LEmumwpatiopog: cuvnbwe os prién eAeUBEPOU TOLXWHOTOC ap KOLALOG N ALLOPPOYLKH
nepkapditda

"Yrioxwpel Bpadews — og SLACTNUO OLPKETWV NVWV
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FAEFTMONQAEIZ ETTITTIAOKEZ (2)
TTEPIKAPAITIAA

= Yuxvotnta Ewe 10% peta ano OEM — cuyxvotepa og Statoywpotika OEM
" Eudavion ocuvnBwc evtoc 24-96h (mpwipa)

" NaBoducioloyia: OAeypovwdng avtidbpaon 0TO VEKPWTLKO LOTO

= AIATNQ2H

» OWpPaKLKO AAyoc (emiteivetal pe: elomvon), katakAwon, BAxa)

» 'Hxoc mepkapdlaknc tpLpnc otnv akpoaon

» HKI: Avaondoelc ST pe ta KolAa mpo¢ ta Avw, o€ TIOANOTTAEC ATty WYEC, Kataomaon tou PQ
» U/S Kapbrag: MbBavov mepikapdlokn cuAloyn

= OEPATEIA

v Actupivn (unAn 86on)

v’ KoAxtkivn

» Antoduyn MIAQD Kol KOPTIKOOTEPOELWOWV: eMibpacn otn LuokapSLlakr EmMoUAwWGON =2 EMEKTAON TOU
EUPPAYUATOG




EAETMONSAEIZ ETTITIAOKEZ (3)
2YNAPOMO DRESSLER

=1-8 eBOopadec peta amno Eudppayuo
=3 UXVOTNTO TIPLV TNV EMOXN TNC EMOAVALMATWONG 1-5%2 €xel pelwOEeL onuavTKA

"MaBoyevela acadpnc — mOavov avoooAoyLKOoi nXaviIGHol

= KAINIKH EKAHAQ2H
v Owpakalyia, epnUpeTo, KOToBoAN
v Aeukokuttapwon, vpnAn TKE kat CRP
v'U/S KapbLdc = mepwkapdiaxry cuAoyA

sANTIMETQMNIZH
v Aotupivn (unin éon)
v MIAQ, koptikootepoeldr): Movo og untotporitdlovoeg mepUttwoelg / Artoduyn tov 1° prva
v MapakoloVOnon e€EAENC epkapdLAKAC CUANOYHC UE UTEPNXO



ITXAIMIKEZ ETTITTAOKEZ
YTTOTPOTTH ZTHOAMXHZ :
ETIEKTAZH EMZPATMATOZ - ETTANEMZPATMA (1)

" Mpwiun vrtotponn otnOayxng oe STEMI <5% onpepa Aoyw:

» JTPOTNYLKWY EMAVAYYELWONC:
Primary PCl n ©@pouBoAuon kat mpwipn petadopa ya PCI
» 20yXpovne avTtlOpouBWTLKAC AyWYNC

" Yrotpomn otnOayxnc umopst va opeiletal oe:
1. EméKtaon tn¢ apXknc epdpaypatikic {wvneg VEKPWOoNG
2. Enavépdpaypa o dtapopetikn puokapdiakn {wvn
3. OpouBwon tovu stent
» AALdyvwon armno nepkapditda

= Auéavel tn Bvntotnta



ITXAIMIKEZ ETTITTAOKEZ
YTTOTPOTIH ZTHOAMXHZ :
ETIEKTAZH EMZPATMATOX - ETTANEMZPAIMA (2)

= AIATNQZH duoxepnic

o Zuyxuon He puokapdlakouc deiktec vEkpwong kat HKIpLkEC Statapaxeg amo apxtko OEM
» Néa otepavioypadia prnopet va arotnOet

= ANTIMETQMNIZH

o AAlayvwon amo nepkapditida Kot AOLTEC ETUTAOKEC

o ZtnOayxn + Emavepdavion avaocndacswv ST:
» Aueon otedpavioypadio+PCl
» Néa Bpoppoluon av PCl pun-6taBeoiun
o ZTnOayxn, xwpic avoonaceLg ST:
» Nitpwdn, B-omOKAELOTEC APXLKA YLOL EAEYXO CUUTTTWULATWV

» Enl epdavionc umotaonc, oupudopnTKAC KOPSLAKNAC AVETIAPKELOG, KOWALOKWV
appUBLWV:

» Aueon otedavioypadio+PCl



OPOMBSTIKEZ/EMBOAIKEZ ETIITTIAOKEZ
SAEBOOPOMBS2>H - TINEYMONIKH EMBOAH

* MpodlaBeoikoi MOPAYOVTEC
» Extetopeva STEMI
» Kopdiakr Avenapkela
» MNapaTteTOpEVN KATAKALON

" MpoAnyn
v MpwLpn Kwntormoinon
v’ Mpodulaktiky xopriynon HXMB

" AVTLUETWILON

v/ Opota pe twv acBevwy xwpic OEM...

How pulmonary embolism occurs

—

(] ] 1 "
PU'""OHHW '."he embolus obstructs
| Lun g g a vessel in the lung and
; pnves tissue of blood.

r i ‘ \ X N "'\ ,_ Tor )
( | 1~ Heart . h e
(2) Tre embolus travels through SIS

bloodstream and heart into
Inferior the vessels of the lung.

vena cava ]

TO
HEART

a vein and breaks free ! I

from the vessel wall. [

j % ®A blood clot forms in

4 Free blood clot
Femoral % A (embolus)
vein |

Blood clot




Opoupoc AP koiAiac
Zuvomtika Ztolxela

% mpooBiwv EM
Kokn mpoyvwon
2xetilovtal pe KA
Kivduvoc epfoAnc

AVTUTNKTLIKA oywyn yLa TOUAQXLOTOV 3 MNVEC



OPOMBSITIKEZ/EMBOAIKEZ ETTITTIAOKEZ
OPOMBOZ APIZTEPAZ KOIAIAZ

NaBoducioloyia: Evookapdlakn dAeypovn + OXETLKN OTAON TOU ALMATOC
zuxvotnta: sAattwon amno 20%—2>~5% e tn ocuyxpovn avtliOpouPwTLKN aywyn

Napdyovtec Kivduvou

o STEMI npooBiou Tolywpotog
o Tunuatikn akwvnotia i duokwnola / AVEUPUCUAOTOV UTIEPNXO
o BAaBn tou evéokapbiou

2XETL{ETOL LE XELPOTEPN MIPOYVWON

EmutAokeéG: ovotnpatikn epPoAn (ouviBwe AEE) amo emidavelakd Tunpatoe 8poppouv — oe
10% TwV TMEPUTTWOEWV

Aldyvwon
» YnEpnxoc KopdLac
» MRI kapdiag
AvTLUETWTLION
= Koupaptvikd avtutnktika  DOACs yla 3-6 PUVEC



LN
gy

Diastole

Systole

LV thrombus

CMR imaging should be considered in patients with
equivocal echocardiographic images or in cases of lla

high clinical suspicion of LV thrombus.”’">"®

Oral anticoagulant therapy (VKA or NOAC) should
be considered for 3—6 months in patients with lla

confirmed LV thrombus.®®>

Following an acute anterior MI, a contrast
echocardiogram may be considered for the b
detection of LV thrombus if the apex is not well

visualized on echocardiography.®®*



OPOMBSITIKEZ/EMBOAIKEZ ETTITTAOKEZ
2YZTHMATIKH APTHPTIAKH EMBOAH

Juxvotnta <2% peta amno OEM

Mapayovteg KwvdUvou
o MpooBio STEMI
O AVEUPUOCHA APLOTEPACG KOLALOG
o Mapoucia OpopBou aplotepdg KoLALog
o KoArmkn pappapuyn
KAwikn ekbnAwon
= Juyvotepa AEE
" AOUTEC: loyatpio KATw AKpou, Epdpakto vedpou, LoXaLUio LECEVTEPLOU

AvTluETWLON
= KAaookrn nmapivn — otoxoc aPTT 50-70sec / apyka
= Koupapvikad avttnktika — otoxoc INR 2-3 / xpovikn StapkeLa?



EFKAIPH ETTANAITEISQZH A TTIPOAHYH ETIITIAOKS2N

Hospital fibrinolysis:
Door-to-needle time <30 min

1 | Not PCI
" Activate |_' Hospital * capable
ival
Patient EMS EMS on scene b
symptom 1 | Ems | Encourage 12-lead ECGs EMS STEMI Interhospital
onset of | dispatch *| Consider prehospital triage confirmed transfer
STEMI fibrinolytic if capable and plan | 42.lead ECG 1
EMS-to-needle time <30 min (=10 min) S
Goals "
EMS on e
Patient o Dispatch - scene EMS transport 'EMS transport; EMS-device <90 min
5 min after 1 min <8 min Patient sell-transport: hospital door-lo-device <90 min
symplom onset
[ L
A Total ischemic time: <120 min
If anticipated
Not PCI FMS-to-device time Clinical course/noninvasive risk
capable =120 min Fibrinolysis |— stratification
(class I) | l
Rescue Routine invasive Ischemia ’
If anticipated (class lla)  (3-24 hr) driven 1) ate hospital care and
FMC-device (class lla) (class ) secondary prevention
2120 min I Y
(class 1) Transferred for
PCl or CABG
Initially seen at
PCI PCl-capable _| Primary
{class 1)

From Braunwald’s Heart Disease, 10" ed
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