A miokardialis infarktus univerzalis definicidja

Uj fogalom: miokardialis sériilés (myocardial injury): emelkedett kardialis troponin (cTn) érték (99.
percentilist meghaladdan). Akut, ha az értékekben dinamika észlelhetd: emelkedés vagy csokkenés. (Az
értékek az alkalmazott teszttél fliggenek.)

Miokardialis infarktus (MI): miokardialis sértlés (kardiomiocita nekrdzis) az akut miokardialis iszkémia

klinikai képével.

Diagnézis: lasd miokardialis sériilés +:

1. Az iszkémia klinikai tunetei

2. Uj/ feltehetéen uj szignifikans repolarizaciés (ST-T) eltérés / BTSZB a 12 elvezetéses EKG-n

3. Patolégias Q hulldm megjelenése az EKG-n

4. Képalkoto vizsgalattal nyert evidencia az Uj / feltehetéen Uj miokardium vesztésrél vagy szegmentalis
falmozgaszavar

5. Intrakoronarias trombus észlelése angiografia vagy boncolas soran

A miokardialis infarktus tipusai:

1. Ateroszklerotikus plakk ruptura, ulceracio, fisszura, er6zié vagy disszekcio intraluminalis trombus
képz6déssel egy vagy tobb koronaria agban

2. Miokardialis nekrozis, melyet a koronaria plakk instabilitastél eltéré koriimény idéz el az oxigén igény

és kinalat egyensulyanak felborulasaval
Halalt okoz6 MI, ha biomarkerek nem allnak rendelkezésre
4. PCl-hez (perkutan koronaria intervencid) kapcsol6do
4a: PCI-t kdzvetlenll kbvetd (periproceduralis), kritérium: >5*99. percentilis cTn
4b: sztent thrombosis (az 1. tipus kritériumainak is megfelel)
4c: resztendzis (az 1. tipus kritériumainak is megfelel)
5. CABG (coronary artery bypass grafting) mitéthez koéthet6, kritérium: >10*99. percentilis cTn
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Reduced myocardial perfusion, e.g.

Hypatension/ Ventrigular Z ;
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* Coronary artery dissection
* Sustained bradyarrhythmia
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ncreased myocardial oxygen demand, e.g.
* Sustained tachyarrhythmia
+ Severe hypartension with or without left ventricular
hypertrophy

gories, vg. ventricular tachyarrhythmia, heart failure, kidney disease, hypotension/shock. hypaxaemia, and anapmia. cTn = cardiac troponin; URL =

upper reference limit. "MNo myocardial injury = cTn values < 99th percentile URL or not detertable. "Myacardal injury = £Tn values > 99th percentile Cardiac CDm‘:l'IlJGN'Js, s
URL "Myocardiah infarction = clinical evidence of myocardial ischasmea and a rise-and/or fall of cTn values > 99th percentile URL. + Heart failure
* Myocarditis

+ Cardiomyopathy (any typel

* Takotsuba syndrome

+ Coronary revascularization procedure

+ Cardiac procedure other than revascularization
+ Catheter ablation

+ Defibrillator shocks

+ Cardiac contusion

Figure 2 Spectrum of mypocardal injury, ranging from na Injury.to myocardial Infarction, Yariows clinical entites ray involve these myocardil cate- Other causes of myocardial injury

Systemic conditions, e.g.
+ Sepsis, infectious disease
+ Chronic kidney disease
« Stroke, subarachnold haemorrhage
* Pulmenary embelism, pulmenary hypertension
* Infiltrative diseases, e.g. amyloidosis, sarceidosis
+ Chemotherapeutic agents
« Critically 1l patients
« Strenuous eercise
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For a more comprehensive listing sea™ |
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NSTE ACS (Nem ST elevacios akut koronaria szindroma)

Instabil angina pectoris sy. — nincs biomarker

NSTEMI — biomarker kiaramlas

Az invaziv diagnosztika id6zitése a becslilt kockazattdl fiigg (klinikai tiinetek + GRACE score).

( Invasive evaluation in Non-ST-Elevation Acute Coronary Syndromes )
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Intermediate Risk
* Diabetes mellitus or renal

insufficiency®
* LVEF <40% or congestive heart failure

* GRACE risk score >109 and <140 or
recurrent symptoms/ischaemia on
non-invasive testing.
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CABG = coronary artery bypass grafting; GRACE = Global Registry of Acute Coronary Events; LVEF = left ventricular ejection fraction; Ml =myocardial infarction:

PCl = percutaneous coronary intervention.
“Particularly intermittent ST-elevatior; "Estimated glomerular filtration rate «60mL/min/L.73m?
According to ESC NSTE-ACS 2015 Guidelines

Figure 4 Selection of non-5T-elevation acute coronary syndrome treatment strategy and timing according to initial risk stratification.
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Figure 3 0 h/1 h rule-in and rule-out algorithms using high-
sensitivity cardiac troponins (hs-cTn) assays in patients presenting
with suspected non-ST-elevation myocardial infarction (NSTEMI)
to the emergency department. O h and 1 h refer to the time from
first blood test. NSTEMI can be ruled-out already at presentation,
if the hs-cTn concentration is very low. NSTEMI can also be ruled-
out by the combination of low baseline levels and the lack of a rele-
vant increase within 1 h. Patients have a high likelihood for NSTEMI
if the hs-cTn concentration at presentation is at least moderately
elevated or hs-cTn concentrations show a clear rise within the first
hour. Cut-off levels are assay-specific. Cut-off levels for other
hs-cTn assays are in development.

A hs Tn teszt nem 6nmagaban
értékelendd, hanem a klinikai
prezentacioval az EKG-val egyitt!

Algoritmusok:

* 0h/3h-rule out’ (régi, Ib ajanlas)
« 0h/1h'rule out' / ‘rule in’ (Ujabb,
Ib ajanlas, de jobban validalt)
Rule out: diff. dg., / amb. stressz teszt

Rule in: invaziv menedzsment

Observe:

¢ ismételt hs Tn teszt 3 h mulva, ha
az is inkonluziv:

* erbs klinikai gyanu esetén invaziv
vizsgalat (koronarografia)

» alacsony-kdzepes valoszinliség
esetén koronaria CT angiografia,
ha elérhetd



STEMI (ST szegment elevaciés miokardialis infarktus)
Azonnali revaszkularizacio / reperfuzio sziikséges: PCl-vel ill. trombolizissel, amennyiben elébbi nem érheté
el idében. Diagnozis: tipusos klinikum, EKG, biomarker: kettd elegendé.
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The recommended mode of patient presentation is by alerting the EMS (cail national emergency number: 112 or similar number according to region). When STEMI
diagnosis is made in the out-of-hospital setting (via EMS) or in a non-PCI centre, the choice of reperfusion strategy is based on the estimated time from STEMI
mhmmmuﬂw“hmmhmﬁhlhhiﬁnmwm“h
the EMS arrives at the scene. EMS = emergency medical

FMC = first medical contact; PCI = p % STEMI = ST-segment elevation myocardial infarction. ‘denctes minules.

“Patients receiving fibrinolysis should be transle ‘b.mmmmmunwm

Figure 5 Modes of patient's medical contact, components of ischaemia time, and flowchart for reperfusion strategy selection.

Kulonleges formak (gondolm ra!): Posterior STEMI (nem NSTEMI azonnali reperfuzié sziikséges!)

Jobb kamrai érintettség inferior STEMI:
cave preload csokkentés, pl. nitrat




Antitrombocita vs. antikoagulans kezelés

Nem helyettesitik egymast és egyiitt adva ersen névelik a vérzéses kockazatot.

A PCI sine qua non-ja az antitrombocita kezelés. Hossza fligg a klinikai kortilményektdl, az iszkémias és
vérzéses események kockazatatol. Ezek felmérésére rizikdbecsl6 rendszereket, “score-okat” hasznalunk.
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The figure Blustrates anth lant and antip drugs being used during and after my dial p y intervention or
muwmybym1&Hﬂ\bﬂu§d!ﬁﬂnhhﬂrsﬂonﬂ%hhﬁﬂh&unﬂm-ﬂ| ferred teral ﬂu‘llauﬂ.
ADP = adenosine diphosphate; DAPT = dual antiplatelet therapy; m-ttukGPuddeMlmmhurﬂludnmm

VKAs = vitamin K antagonists.

Figure 9 Antithrombatic treatment for myocardial revascularization and its pharmacological targets.

Antithrombotic Treatment in Patients Undergoing Percutaneous Coronary Intervention
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Figure 10 Algorithm for the use of antithrombotic drugs in patients undergoing percutaneous coronary intervention. High bleeding risk is consid-
ered as an increased risk of spontaneous bleeding during DAPT (eg PRECISE-DAPT score >25). Colour-coding refers to the ESC classes of recom-

mendations (green = class |; yellow = class lla; and orange = class lIb).



