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Sindrom coronarian acut.

A patra definitie universala a infarctului miocardic.
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- Sindomul coronarian acut se refera la o reducere brusca a alimentarii
cu sange a miocardului din cauza infarctulur miocardic cu supradenivelare de
segment ST (STEMI), non-STEMI (NSTEMI) sau a anginei instabile.
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Figure 5. Myocardial ischemia/reperfusion (I/R) injury. Schematic showing the main events in myocardial I/R injury.
Abbreviations: Ca?*, Calcium ion; ROS, reactive oxygen species; mPTP, mitochondrial permeability transition pore.
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Incidence Prevalence

Portugal | 83 Portugal M1 325

Poland I 125 Luxembourg M1 515

Cyprus 132 Cyprus B 1545

Luxembourg I 146 Malta M1 615

Malta | 152 Switzerland M 1 620

Israel I 166 France 1622

Francel 170 Greece M 1627

Switzerland B 174 United Kingdom M 1 635

Republic of San Marino | 179 Israel M1 648
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Figure 33 Age-standardized incidence and prevalence of ischaemic heart disease in European Society of Cardiology member countries.
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Chart 21-7. Age-standardized global

prevalence rates of IHD per 100000,
both sexes, 2021.
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Boala cardiaca
1schemica este

responsabila pentru
aproape 1,8 milioane
de decese anual sau

20% din totalul

deceselor in Europa.

Stomach cancer - 1%
- Colo-rectal cancer - 2%
™ Lung cancer - 2%
Breast cancer - 3%

= Other cancer - 10%
- Respiratory disease - 6%

= Injuries and poisoning - 3%
- Alzheimer's/dementia - 5%

= All other causes - 21%

Female
4.8 million

= |schaemic heart disease - 17%

= |schaemic heart disease - 17%

- Stroke - 8%

= Other CVD - 13%

- Stomach cancer - 1%
~Colo-rectal cancer - 2%

~Lung cancer - 6%
™ Breast cancer - 0.03%

= Other cancer - 13%

- Respiratory disease - 8%

- Injuries and poisoning - 8%

= Alzheimer's/dementia - 2%

- All other causes - 20%

Male
4.9 million

Figure 41 National causes of death in females and males in European Society of Cardiology member countries.
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Age-standardized global mortality rates of IHD per
100000, both sexes, 2021.
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Mortalitatea pacientilor cu STEMI

este influentata de multipli factori:

 existenta retelelor de STEMI bazate pe sistemul medical de
urgenta (SMU),

e intarzierea tratamentului,

e varsta Inaintata,

* clasa Killip,

 strategia terapeutica,

* prezenta antecedentelor de infarct miocardic,

e diabetul zaharat,

* 1nsuficienta renala,

* numarul arterelor coronare afectate

* fractia de ejectie a ventriculului stang (FEVYS)

Slide

10



A patra definitie universala a infarctului miocardic

(2018)

Criterii clinice pentru IM Criterii pentru injuria miocardica

Definitia clinicé a IM indica prezenta injuriei miocar- | | Detectarea unei valori crescute a ¢In peste fimita
| dice acute detectatd prin biomarkeri cardiaci anor- | | superioara (LS) a percentilei 99 este definita ca in-
mali in contextul dovezilor de ischemie miocardici | | jurie miocardica. Injuria este considerata acuta daca
acutd. exista o crestere silsau scadere a valorilor cTn.

25.LIMITA SUPERIOARA DE
REFERINTIV\A PERCENTILEI 99

Limita superioara a percentilei 99 este conceputa ca
fiind nivelul de decizie pentru prezenta injuriei mio-
cardice si trebuie determinata pentru fiecare test cu
materiale de control al calitatii, folosite ca limita supe-
rioard pentru a aprecia imprecizia acestuia. LS a per-
centilei 99 pentru diferitele teste cTn utilizate in prac-
tica clinica §i in cercetare pot fi gisite inserate pe am-
balajul producitorului, fie in publicatiile evaluate ¢ole-



The ACS spectrum
Oligo/ Increasing chest Persistent chest  Cardiogenic shock/ Cardiac
asymptomatic pain/symptoms pain/symptoms  acute heart failure arrest
+2 Clinical PY
) ) presentation ﬁ ﬁ. ‘ §' &
h f [T ——
Normal ST segment ST segment Malignant
depression elevation arrhythmia
 ECG P
NSTE-ACS STEMI
Non-elevated Rise and fall
i hs-cTn
B levels
Unatable NSTEMI STEMI
angina
! @ESC

Slide

Figure 2 The spectrum of clinical presentations, electrocardiographic findings, and high-sensitivity cardiac troponin levels in patients with acute coronary
syndrome. ACS, acute coronary syndrome; ECG, electrocardiogram; hs-cTn, high-sensitivity cardiac troponin; NSTE-ACS, non-ST-elevation acute coronary

syndrome; NSTEMI, non-ST-elevation myocardial infarction; STEMI, ST-elevation myocardial infarction.



Chest pain
or pressure
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of women and men with ACS
present with chest pain or pressure

Other symptoms, like diaphoresis,
indigestion/epigastric pain and
shoulder/arm pain occur commonly
in both women and men with ACS

Some symptoms may be more common
in women with ACS, including:

- Dizziness/Syncope

* Nausea/Vomiting

* Jaw/Neck pain

* Shortness of breath

* Pain between the shoulder blades
* Palpitations

* Fatigue

@ESC

Figure S1 Symptoms at presentation in acute coronary syndrome in women and men. ACS, acute coronary syndrome.
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Acute Coronary Syndromes

NSTEMI STEMI American

Heart
Association.

Guideline for the Management of
Patients
With ACS ( 2025)

Angiographic Findings

Completely occlusive thrombus

ST-segment depression T-wave inversion ST-segment elevation

R s

Nonspecific or no electrocardiographic changes ST-elevation in 22 contiguous leads on standard 12-lead

may instead be seen ECG (or ST-elevation on posterior lead ECG)
Unstable | crey +
angina

(Might be = if short time from
symptom onset)

(cardiac troponin)

Biomarker Changes

/
-

Slide
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odificari ECG - STEMI

2023 ESC Guidelines for the management
of acute coronary syndromes

Criteria ) ( Signifying ) Figure

. . ECG pattern

New ST-elevation at the J-point in

= 2 contiguous leads®
22.5 mm in men <40 years, =22 mm
in men 240 years, or 2.5 mm in

women regardless of age in leads Ongoing acute coronary

V2-V3 and/or =| mm in the other artery occlusion

leads (in the absence of LV

hypertrophy or left bundle branch [ J point
block)

Ancluding V3R and V4R

(Supradenivelare de segment ST in punctul | na
apdrutd in cel putin douad derivatii adiacente:
* 22,5 mm la béarbatii <40 ani, =22 mm la barbatii

>40 ani sau 21,5 mm la femei, indiferent de varsta,
in derivatiile V2-V3

* si/sau 21 mm in celelalte derivatii (In absenta hi-

pertrofiei ventriculare stangi [HVS] sau a bloculuji @ ESC

de ramura stangd [BRS]). European Society
of Cardiclogy

Slide
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\

ECG pattern

o’ N

Criteria

Signifying . )

Figure

i

Posterior
STEMI

LCx occlusion/
right ventricular
Mi

Multivessel
ischaemia/
left main
obstruction

Left bundle
branch block/
paced rhythm

Right bundle
branch block

ST-segment depression in leads
VI=V3, especially when the terminal
T-wave is positive (ST-segment
elevation equivalent), and
concomitant ST-segment elevation
=0.5 mm recorded in leads V7-V9

ST-segment elevation in V7-V9
and V3R and V4R, respectively

ST depression =Imm in six or
more surface leads (inferolateral
ST depression), coupled with
ST-segment elevation in aVR
and/or VI

QRS duration greater than 120 ms
Absence of Q wave in leads |,

V5 and V6

Monomorphic R wave in |, V5

and V6

ST and T wave displacement
opposite to the major deflection
of the QRS complex

QRS duration greater than 120 ms
rsR’ “bunny ear” pattern in the
anterior precordial leads

(leads V1-V3)

Slurred S waves in leads |, aVL
and frequently V5 and Vé

Posterior STEMI

Left circumflex (LCX) artery
occlusion or right ventricular

M

Multivessel ischaemia or left main
coronary artery obstruction,

particularly if the patient presents
with haemodynamic compromise

Patients with a high clinical suspicion
of ongoing myocardial ischaemia
should be managed in a similar way
to STEMI patients

Patients with a high clinical suspicion
of ongoing myocardial ischaemia
should be managed in a similar way
to STEMI patients

VI-V3

T

V7-V9, V3R and V4R

ST elevation in
aVR and/or VI

ST depression
= | mm in six or
more surface leads

@ ESC—

Eurocpean Society
of Cardiclogy

2023 ESC Guidelines for the
management
of acute coronary syndromes

Slide
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ECG pattern

Criteria

Signifying

Isolated T-wave
inversion

De Winter ST-T

T-wave inversion >| mm in 25
leads including 1, Il, aVL,
and V2-Vé

] point depressed by
20.05 mm in leads V2 and V3 or
=| mm in all other leads

followed by a horizontal or
downsloping ST-segment for
20.08 s in 2| leads (except aVR)

ST segment elevation in 22
contiguous leads of 22.5 mm in
men <40 years, 22 mm in men =
40 years, or 21.5 mm in women
regardless of age in leads V2-V3
and/or =1 mm in the other leads
lasting <20 min

1-3 mm upsloping ST-segment
depression at the | point in leads
VI-Vé that continue into tall,

positive, and symmetrical T waves

Isoelectric or minimally elevated
] point (<] mm)
+

biphasic T wave in leads V2 and V3

(type A)
or

symmetric and deeply inverted T

waves in leads V2 and V3,

occasionally in leads V1, V4, V5, and

Vé (type B)

Only mildly impaired prognosis

More severe ischaemia

Only mildly impaired prognosis

Proximal LAD occlusion/
severe stenosis

Proximal LAD occlusion/
severe stenosis

I Il aVLor V2 to V6

= | leads

= 2 contiguous leads

VI-Vé

(VI-)V2-V3(-V4)
type B

(VI-)V2-V3(-V4)

European Society
of Cardiclogy

2023 ESC Guidelines for the
management
of acute coronary syndromes

Slide
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(*Deeply inverted or biphasic T waves in V2-3)
(may extend to V1-6);
*ECG pattern present in pain-free state;
eIsoelectric or minimally-elevated ST segment
(< Imm);
*No precordial Q waves;
*Preserved precordial R wave progression
*Recent history of angina;
*Normal or slightly elevated serum cardiac

It is highly specific for critical
stenosis of the left anterior
descending artery (LAD).

(ma rkers;

@ESC

Eurcpean Society
of Cardiclogy

19
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L

Patient presents with a suspected NSTEMI and
without an indication for immediate invasive angiography

|

Take hs-cTnatOhand | /2 h

High initial hs-cTn
OR
Increase in | h/2 h hs-cTn

i
1
1
i
¥

Patients who do not meet
the criteria for either of
the other two pathways

Very low initial hs-cTn*

OR

Low initial hs-cTn and no
increase in | h/2 h hs-cTn

Appropriate management can be determined
based on the hs-cTn levels and clinical situation

. ———-

v
Rule-out pathway Observe pathway Rule-in pathway

@Esc

Figure 6 The 0 h/1 h or 0 h/2 h rule-out and rule-in algorithms using high-sensitivity cardiac troponin assays in patients presenting to the emergency de-

; Acute myocardial infarction C K-MBi

Myoglobin
|
-
<
=
2 ; <
i~ Troponin
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. %’o':
=
=
E
zZ |
0 2 4 6 2 4 6 8 10
[ | I
Ch Hours | Days
t‘.Sl pam S =
]
| Angina My( cardial mfarc.non
phological R andg 0 pe ardiac Bio
Biomarker Onset of initial rise Peak serum level Return to baseline
CK-MB 3-4h 24 h 48-72h
cTnl 2-4h 24 -48h 7-10d
cInT 2-4h 24-48h 10-14d
H-FABP 1.5h 4-6h 20h
IMA Minutes 6h 12h
Myoglobin 1-4h 6-=12h 24 h
B
@
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Tabel |. Etiologiile cresterii valorilor troponinei

cardiace cauzate de injuria miocardica

Vol.29,No. 3,2019

Reducer Fara leziune miocardica’
e Spasn
e Embo
Disec Crestere de cTn =

Bradi: Hipoxemie leziune miocardici’ Anemie
Hipot

Insufi

Anerr

Crester

e Tahial

= abEy Dovezi clinice de

m Hipotensiune/ leziune miocardica Tahiaritmii
Conditii soc ischemie acuta = ventriculare
e Insufi infarct miocardic”

* Mioc:

o Cardi

* Sindr:

* Proce

* Proce

* Ablag Boala renala Insuficienta
e Cardi cronica cardiaca

* Cont

@ESC/ACC/AHA/WHF 2018

Figura 2. Spectrul injuriei miocardice, pornind de la absenta injuriei pana la infarctul miocardic. Aceste afectiuni miocardice pot fi regasite in diferite
| entitati clinice: tahiaritmii ventriculare, insuficienta cardiaca, boala renald, hipotensiune/soc, hipoxemie §i anemie. cTn — troponina cardiaca

a fara injurie miocardicd, valorile cTn < limita superioara de referinta a percentilei 99 sau nedectabile

b injurie miocardica, valorile cTn > limita superioara de referinta a percentilei 99.

C infarctul miocardic = simptome si semne clinice de ischemie miocardica si cresterea si/sau scaderea valorii cTn > limita superioara de referinta a
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Right
coronary T tery

Ischemia
or infarction

Acute coronary
artery obstruction

| ARTERY
CROS

Types of acute coronary syndromes (ACS)

Plaque rupture (=60% of patients with ACS)
ST-segment elevation myocardial infarction
(STEMI) or non-STEMI (NSTEMI)

Lipid-laden plaque
with inflammatory
cells

Thin fibrous cap

Plaque rupture

Formation of fibrin-
and platelet-rich
thrombus

Coronary spasm (=1%-5%) Spontaneous dissection (=1%-4%)

STEMI, NSTEMI, or unstable angina

Focal smooth
muscle spasm

Other characteristics of coronary spasm

* May occur independent of or in conjunction
with other types of ACS

» Can be multifocal or multivessel

« Possibility of spasm may increase with presence
of damaged endothelial cells

Plaque erosion (=25% )
STEMI or NSTEMI

Denuded
endothelial surface
caused by local flow
perturbation

Formation of
platelet-rich
thrombus

STEMI or NSTEMI

Intimal tear

False lumen

lématomalcan occur
e |
nvessel wall

Calcified nodule (=5%)

STEMI, NSTEMI, or unstable angina

Lipid-rich plaque
with diffuse
calcium deposits

Protruding eccentric
nodular calcification

Constrictive
remodeling

Thrombus

Embolus
of cardiac or
noncardiac origin

MI with nonobstructive coronary arteries (=5%-6%) — See Table 1 for more information

A Review JAMA. 2022;327(7):662-675.

doi:10.1001/jama.2022.0358

»

Deepak L Diagnosis and Treatment of Acute Coronary Syndromes

24

STEMI reprezinta aproximativ
30% din SCA

* NSTE-ACS reprezinta
aproximativ 70% din SCA

]
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Type 4

Type 5

Caused by CAD with atherothrombotic plaque rupture or erosion
leading to either an occlusive or partially-occlusive thrombus

Due to an oxygen supply-demand imbalance, either alone or in
combination with atherosclerosis without plaque rupture, vasospasm
or coronary microvascular dysfunction, or non-atherosclerotic
coronary dissection

Cardiac death with symptoms indicative of MI with presumed new
ECG changes or ventricular fibrillation, but biomarker samples not
obtained before death

MI detected at autopsy examination

Type 4a
Procedure-related MI occurring <48 hours after the index PCI procedure

Type 4b
MI due to stent or scaffold thrombosis following PCI

Type 4c
Restenosis associated with PCI

( Procedural myocardial injury during or <48 hours after CABG

l

Type 1 Myocardial Infarction
MI with acute
coronary obstruction

J Acute myocardial injury with signs and/or symptoms of ischemia

l

Type 2 Myocardial Infarction
MI due to oxygen supply/demand mismatch
without acute coronary obstruction

l l l

Type 1A Type 1B Type 1C
Plaque rupture/erosion  Spontaneous coronary Coronary
with thrombus artery dissection embolism

POPODP DR

l

Type 1D Type 2A Type 2B
Vasospasm or With fixed Without fixed
microvascular dysfunction obstructive CAD obstructive CAD




Infarct miocardic tip 1

Ruptura/eroziune a placii de
aterom cu tromb ocluziv

Ruptura/eroziune a plcii de
aterom cu tromb non-ocluziv

Figura 3. Infarctul miocardic tip .

T-wave inversion

Isoelectricline

Sr

"\\ \e,eba”
\ T-depression
on ﬂ; e T-inversion
o N ' J |~ —~
A: s
ST-segment ST-segment T-wave
elevation in stemi depressioninnstemi  inversion in nstemi

Criterii de diagnostic pentru M tip |

| dentificarea unei cresteri silsau scaderi a valorilor ¢ cu cel putin
o Valoare peste LS a percentilei 99, insotita de cel putin una din
urmtoarele

o Simptome de ischemie miocardica acutd;

» Modificari ischemice nou aparute pe ECG,

. | » Aparitia 5 evolutia undei Q patologice;
- | Dovada imagisticd a unei pierderi noi a viabiltaji miocarduluisau

noi tulburari de cinetica regionala parietala intr-un tipar in confor-
mitate cu etiologa ischemica;

* |dentificarea unui tromb coronarian prin coronarografie, inclusiv
imagistica intracoronariand, sau prin autopsie’

Tn = troponina cardiacd

ECG = electrocardiograie

L3 = limita superioara de referinta

* demonstrarea post-mortem  existentel unui tromb in artera responsabil pentru fluul
sanguin al regiunil infarctizate, sau o arie larga, circumscrisa macrostopic de necrozd cu sau
fard prezenta hemoragie intramiocardice, indeplineste criterile unui infarct miocardic tp
|, indiferent de valorile cTn.




Infarctul miocardic tip 2

Secundare unui alt proces sau altei boli
Motivul principal al prezentarii clinice (ex.angind) )
—( Aterosclerozi coronariand fix )
Infarct ;
Ateroscleroza si dezechilibru intre miocardic _(D'f Spasm coroaran | )
x , isfunctie coronariana microvasculari
aportul i consumul de oxigen , i
detip2 —
J —— 1 Embolie coronariana
‘ Disectie coronarian
) i — +1- Hematom intramural
—( Tahiaritmie susinuta

Vasospasm sau disfunctie
microvasculara coronariana — —
Hipertensiune arteriali severa
+- hipertrofie ventriculard stingd

)
)
)
=
)
)
)

Disectie coronarian _( Insufcien respiratoie :
‘v i
non-aterosclerotica . . ) JR— g
Pragul ischemic variaza substangial n flemie severa 3

functie de magnitutdinea agentului precipitant ¢

‘ Jncle de magniutaines agentill precp —( Hipotensiunelsoc b
\ s a afectarif cardiace subiacente. g
4

De'zeCh'I'bru Intre aPomﬂ Figura 5. Algoritmul infarctului miocardic tip 2, ludnd in considerare contextul clinic §i mecanismele fiziopatologice atribute ischemiei miocardice
§i consumul de oxigen acute (adaptat dup 59).

Criterii de diagnostic pentru IM tip 2

Detectia unei cresteri si/sau scaderi a valorilor cTn cu cel putin o va-

loare peste LS a percentilei 99 si dovada existentei unui dezechilibru

intre aportul si cererea de oxigen la nivelul miocardic, fira legatura

cu aterotromboza coronariana acuta, insotita de cel putin una din

urmatoarele:

¢ Simptome de ischemie miocardica acutd;

¢ Modificdri ischemice nou apdrute pe ECG;

* Aparitia si evolutia unei noi unde Q patologice;

¢ Dovada imagistica a unei pierderi noi a viabilitatii miocardului sau
noi tulburdri de cinetica regionala parietala intr-un tipar in confor-
mitate cu etiologia ischemica.
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Criterii de diagnostic pentru IM tip 3

Pacienti cu moarte subita cardiacd, cu simptome sugestive pentru
ischemie miocardica, insotite de presupuse modificari ischemice nou
aparute pe ECG sau fibrilatie ventriculara, dar care decedeaza inainte
de obtinerea probelor sanguine pentru determinarea biomarkerilor
cardiaci, sau inainte de identificarea cresterii biomarkerilor, sau caro-
ra IM a fost stabilit prin autopsie.

.\;Ij‘{'.‘
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Criterii pentru IM asociat PCI < 48 h post-procedural (IM

Infarctul miocardic post interventie coronariana este arbitrar definit
ca o crestere de 5 ori a valorii cTn comparativ cu LS a percentilei 99 Disectie
la pacientii cu valoare de baza normala. A. coronariana
In cazul pacientilor cu valori pre-procedurale ale cTn crescute, dar
care sunt stabile (variatie £20%) sau in scadere, valoarea post-pro-
cedurald a cTn trebuie sa creasca cu peste 20%. Totusi, valoarea
absolutd post procedurald a cTn trebuie sa fie de ce | putin 5 ori
peste limita supericara a percentilei 99; insotitd de cel putin una din
urmatoarele:
¢ Modificdri ischemice nou aparute pe ECG;
® Aparitia si evolutia unei noi unde Q patologice?, ———— = =
* Dovada imagistica a unei pierderi noi a viabilitatii miocardului sau s = 7 False lumen 7
noi tulburidri de cinetica regionali parietald intr-un tipar in confor- Embolizarea
mitate cu etiologia ischemica. distala
Modificari angiografice sugestive pentru complicatii procedurale 4
ce reduc fluxul coronarian: disectia corenariana, ocluzia unui ram
major epicardic, sau o ocluzie/tromb de ram lateral, perturbarea
fluxului prin colaterale sau embolizare distald.

) Intramural hematoma
Intimal tear 2 <

* dezvoltarea izolata a unei noi unde Q patologice, care intruneste criteriile pentru IM tip
4a daci valoarea cTn este crescutd dar mai putin de 5 ori LS a percentilei 99

® dovada post-mortem a existentei unui tromb apirut post procedural in artera implicata
n IM sau macroscopic, 0 zona extinsi, circumscrisa de necrozd, cu sau fird zoni de

L - s s oa - i . Thrombus
hemoragie intramiocardicd, indeplineste criteriile pentru IM tip 4a.

aspiration

Distal
embolization

!

Thrombus
burden




Factorii implicati in mecanismul
trombozei acute a stentului

®
Patient Factors flﬂ?

1
> PCl for ACS 1
» Premature cessation of DAPT
» Clopidogrel nonresponsiveness
» Lower LVEF
# Current smoking
» Diabetes mellitus
» Malignancy

Procedural Factors

» Stent underexpansion
# Residual edge dissection
» Incomplete stent apposition

Lesion Factors

» LMCA or proximal LAD lesion
» Bifurcation lesion

» Severely calcified lesion

» Saphenous vein graft lesion
» In-stent restenosis '

» Overlapping stents

Stent Factors
» Two-stenting
» Long stent length

» Stent fracture

» Hypersensitivity to DES

O subcategorie a infarctului miocardic asociat PCI (IM
tip 4b) este tromboza stentului sau a bioprotezei do-
cumentata prin angiografie sau autopsie utilizadnd ace-
leasi criterii ca si la infarctul miocardic de tip |. Este
important de mentionat timpul dintre aparitia trom-
bozei si momentul implantarii stentului/bioprotezei.
in functie de momentul aparitiei acesteia, este suge-
rata urmatoarea clasificare: acut 0-24h, subacut >24h

10.TROMBOZA DE STENT ASOCIATA
INTERVENTIEI CORONARIENE
PERCUTANATE (INFARCTUL

MIOCARDICTIP 4B)

CENTRAL ILLUSTRATION: Pathogenic Mechanisms of Late ST/Very Late ST

Impaired Re-endothelialization Hypersensitivity Reactions

Endothelium Uncovered strut Covered strut Strut Flbnn
Sten

t
' % Endothelium
V/ a9 . Hemorrhage
R\ Thrombus
A\ formation InﬂaTeTlamry
i Lackofendothellal / Thrombus infiltration
\ coverage # formation

Neoatherosclerosis

Neoatherosclerosis

(necEOat?cuceore) _ Thrombus
formation

- Dysfunctional STENT
Original & endothelium THROMBOSIS
l L e—
pae Lipid-laden

foamy macrophages

Stent Malapposition Stent Dismantling
Malapposed strut Bioresorbed strut
Thrombus t 3 “‘ Thrombus

n formation

formation g !
Malapposed \ & Strut fracture

dist /7~ Malapposed struts
sssance ~Scaffold discontinuity

Torrado, J. et al. J Am Coll Cardiol. 2018;71(15):1676-95.

Eﬁné la 30 zile, tardiv >30 zile Eﬁni la | an, foarte tar-

div >| an post angioplastie.®®

w
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| 1.RESTENOZA ASOCIATA
INTERVENTIEI CORONARIENE
PERCUTANATE (INFARCTUL

MIOCARDICTIP 4C)

intra-stent sau restenoza dupa angloplastla cu balon
fiind singura explicatie angiografica din moment nu
poate identificata nici o alta leziune culprit sau trom-
boza. Acest tip de IM asociat PCI este denumit IM tip sl .
4c si este definit ca fiind restenoza focald sau difuza Restenosis Thrombosts
. . . Re-narrowing or blockage of Presence or formation of
sau o Ieziune complexa asociata cuo cre%tere sau sca-| @ previously-treated artery blood clots in a vessel or
. . . by coronary angioplasty on stented area
derea valorii cTn peste LS a percentilei 99, utilizind N o
.. . n . Thrombosis in general leads to a relatively higher
B.CEIEB.?I criteriicain IM tIP [ ] chance of death compared with restenosis which

— usually results in need of re-treatment

w
—_
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Alength (19.2 mm)

Slide



Clasifi ' fi
dsliicarea anglogra 1CA Cauzele RIS

ISR type IA

Articulation or gap

ISR type IB
Margin ( Stent factors \

Underexpansion

Undersizing
Fracture/Gap
Stent type
Edge restenosis
ISR type IC ISR type ID
Focal body Multifocal

Intra-stent factors Extra-stent factors

Neointimal hyperplasia

Multiple stent layers
Vessel calcification

Neoatherosclerosis

TABLE 4. Angiographic Classification of in-Stent H;Zﬂ;ﬁfﬂi;g;fﬂ?:ssue ol

Restenosis ‘
Focal/Diffuse pattern "y VTSS;E' Slzeb ;

Type |: focal (<10 mm) Obstruction severity esidual plaque burden

IA: in the stent articulation (especially with Palmaz-Schatz stents)
IB: at the edge of the stent
IC: focal, located in the body of the stent
ID: focal, in several in-stent locations (multifocal)
Type II: diffuse (>10 mm)
Type II: proliferative (>10 mm, exceeding the boundaries
of the stent)
Type IV: occlusive (total in-stent occlusion)

Slide
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Criterii de diagnostic ale IM tip 5 aparut la <48 de h post by-

pass aorto-coronarian (CABG)

asociat este arbitrar definit ca o crestere a valorilor cln

peste |10 ori a LS a percentilei 99, la pacienti cu valori de baza nor-

male a cTn. In cazul pacientilor cu valori crescute pre-procedural ale

cTn, in care acestea sunt stabile (variabilitate <20%) sau in scadere,

valoarea post-procedurala a cTn trebuie s creasca cu mai mult de

20%. Totusi valoarea absoluta post-procedurala trebuie sa fie de 10

ori mai mare decat LS a percentilei 99, |a care se adauga prezenta

unuia din urmatoarele:

¢ Aparitia §i evolutia unei noi unde Q patologice;®

¢ Demonstrarea angiografica a unei ocluzii noi de grefon sau de
artera coronara nativa;

¢ Dovada imagistica a unei pierderi noi a viabilitatii miocardului sau
noi tulburari de cinetica regionala parietala intr-un tipar in confor-
mitate cu eticlogia ischemica.

* Dezvoltarea izolatd de unda Q patologica noua intruneste criteriile de IM tip 5 daca
valorile ¢Tn sunt ridicate §i cresc , dar sunt mai putin de 10 ori fatd delS a percentilei 99.

Internal mammary artery == Radial artery wesss= Saphenous vein graft

Note that with configuration b and ¢ there is no proximal graft anastomosis to the aorta, i.e. composite grafting. This minimizes
manipulation of the aorta and reduces the risk of stroke.

Early graft failure Late graft failure

Thrombosis
|

A

Atherosclerotic plaque formation
) A
| Smoking |
ot Age  Disbetes

o
Systemic risk o o
factors 7 e o
%

1 Tissue factor,

VWF, CD40L etc.
JPAI-1 \
A
Platelet

'
'| activation Y

o
o
Luminal stenosis+/-
plaque rupture

Endothelial
dysfunction

Inflammation

Injured ‘ Activated
= endothelium % endothelium

ssEsss=—

e wwr @ rooores

Platolets A A E-selectin, VCAM-1 etc

=E

soconstriction

C_ @ . Vascular Smooth Muscle Cells (VSMC)
Endothelial cells

A Fibroblasts

@ Vesavasorum

@ ) Foam cells

.\;Ij‘{'.‘
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Prezentare de caz

Pacient 46 ani, masculin
Starea generala a bolnavului: extrem de grava

TA 75/30 mmHg

FCC 100 / pe min.
Acuzele bolnavului:

e dureri retrosternale violente,

* transpiratii.

* slabiciune generala, fatigabilitate.

Anamneza actualei boli:

* Fara anamnestic de patologie cardiovasculara.

* Dimineata, dupa practicarea sportului (alergat) au
aparut dureri retrosternale cu evolutie in timp s1 intensitate
cu tanspiratii, ameteli.
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lui — cantitate minimald, moderata, conside!

Doppler
GPmax (i

Ec
(mmHg|

rabils, semne de tamponads

& )

- 37
%‘ 3

Slide



Marcherii injuriei cadiace

CK-MB 758.02 U/L

Troponina >50ng/ml (< 0.5 ng/mL)

de
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Coronarografia
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M
01.09.2020 ora 15:20
EXAMINAREA MEDICALA PRIMARA A BOLNAVULUI

1. ACUZE
- dureri retrosternale cu caracter de frigere, cu iradiere in umarul sting;

- slabiciune generala pronuntata.

2. ISTORICUL BOLII

Pacientul se considera bolnav de patologie cardiaca de mai multi ani. In 2006 a fost supus interventiei cardiochirurgicale de

protezare a VAo cu proteza mecanica si anuloplastia VM cu inel de suport din motivul valvulopatiei reumatismale. A urma
tratament cu tab. Trombostop 4mg dimineata. Nu este hipertensiv. Diabet zaharat neaga. Pina in prezent nu a urmat tratame

in stationarul de cardiologie. Este fumator de mai multi ani (1p./zi).
Cu o Iuna in urma a suportat interventie chirurgicala (prin laparatomie clasica) pentru ulcer gastnc complicat cu hemoragie

digestiva superioara. A fost stopat tratamentul cu tab. Trombostop.
Starea generala a pacientului cu agravare astazi (01.09.2020), cu aparitia primara a durenlor retrosternale, de intensitate

pronuntata cu caracter de frigere. A solicitat serviciul AMU prin care a fost transportat 1a clinica de cardiologie. Se interne

mod urgent, direct in BT, pentru evaluare si tratament specializat.
3. ANAMNEZA VIETII SI CONDITIILE DE TRAI

satisfacatoare
4. ANAMNEZA ALERGOLOGICA

neagravata

5. FACTORII DE RISC

Bumat: mai multi ani (1p./zi)

Diabet zaharat: neaga

Foloseste bauturi alcoolice : periodic

. Py '
Hlmrtpncnmp artoriala: nanan
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- HIMIE (RESPONSE 910)

E 18.40 0 -45 - UL (Ser)
ey amilaza 33.20 0 - 100 - U/L (Ser)
T 33.90 0 -35- UL (Ser)
= ubina conjugata 4.88 & 0 -3.4 - pmol/L (Ser)
eubina totala 12.11 1.7 - 21 - pmoliL (Ser)
Bsnina 91.92 62 - 115 - pmol/L (Ser)
sucoza 6.80 & 3.9 - 6.4 - mmol/l (Ser)
E 6.00 2.8 -7.2 - mmol/l (Ser)
izt de - VICTOR PLATAS la data si ora: 01/09/2020 16:27
IOCHIMIE (MANUAL BIOCHIMIE)
nograma (K NA Cl)
ANALIZE [l REZULTATE ||  Interval de referinta - UM - Tipt
3.90 3.6 -5.3 - mmolAl (Ser)
139.00 135 - 150 - mmol (Ser
106.00 96 - 108 - mmoll (Ser)
ANALIZE REZULTATE interval bigkooe ‘::22"“ i
Ponina cantitativa 141

et de : VICTOR PLATAS Ia data si ora: 01/09/2020 16:27

0 -050 - ng/mi (Ser)




RAPORT ECOCARDIOGRAF |c

COLOR DOPPLER // 7o

] Prenume

L/GANF.
osticul preventiv..

inel A £, {18-24mm), 8. .
: g.}’ (20-40mm)(arla)(4c L

( 30mm) peretu nu sfnt indurati,
_ min, dilatat); (540 cm?— moderat dilatat); (>40

(2040mm) arc...

(220 cm?- nommal); (sao cm®

_..(75-100 mi)

? (53-156m|) VB...

(23- DS " (4,0-8,0 Vimin) Y

s (>5o (2 4-4 Z}Imlném CARDIO.MD
S S

(6 11mm)
Contractllltatea gionald a miocardului VS

1-normokinezie, 2-hipokinezie, 3-akinezie, 4-diskinezie

6/&0[‘(?/
egetatu
-26mm)

tatll

inimala, moderaté, considerabild, semne d
Doppler EcoCG T,
GPmax (mmHg)

GPmed (mmHag) P Y%t (msec) IVT (cm)

fectare pseudonormald, afectare restrictiva
(msec) TDE (msec)
3C_ (msec) Teiindex

[cm/sec) S (cm) D (em) Ar_ (cm)

MHQ). Pmed.AP (mmHg);v.cava inf

(mim)

e AT EAA I TA
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Pacient M, 1953

Acuze la dureri constrictive retrosternale cu
character arzator in toata cutia toracica si
epigastru. Durerile nu cedeaza la administrarea de
nitroglicerina si au aparut brusc

O saptamina in urma a suportat PCI la una din
clinicile din Chisinau. Cu o zi in urma a fost
externat.

Tratament la domiciliu a administrat
FCC 85/min; TA 100/60 mmHg
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yuacrok LICB (U3)
probei

0-24- UL (Ser)
S \

@ biologic de rm
i

ANALIZE 56.00 &

lzoenzima creatinkinazei (CK-MB) ' ' 27/08/2020 o E
Validat de : ROMAN VICTOR BOW

—

[BIOCHIMIE (RESPONSE 910) /_.._7—737// 3.9 - 6.4 - mmol/l (Ser)
Glucoza Ao
Validat de - ROMAN VICTOR BOTNARI la data si ora: 27/08/2020 7:58

i
Negativ (Ser)

0-0.50 - ngImI (Ser)

BIOCHIMIE (MANUAL BIOCHIMIE)

Troponina
Troponina cantitativa

Validat de : ROMAN VICTOR BO




RAPORT ECOCARDIOGRAFIC /¢ .u?
22.

1&24"““): asc_?/ (20—40mm) arc. oz;’( 30mm) peretii nu sint mduragl mduragu calcnf ca;n
20-402\y) (aria) (4C) ..ooooooeeee (£20 cm?- normal); (<30 cm?~ min. dilatat); (40 cm?— moderat dilatat); (>40 em?~ sever dilatat);

56mm) V1D, /Y. (53-156mi) VB. ..o (75100 m) &

1 541mm) VT /é /% ézgg;r;l) ........... (4,0-8,0 l/min)
26%) % ..(2,4-4,2 l/min/m?
IR m/f ﬁ’ i W, - CARDIOS
| Contractilitatea regionala a miocardului VS
Juld AL....(7-26mm) 4-normokinezie, 2-hipokinezie, 3-akinezie, 4-diskinezie
yf ). £X.(20-40mm)

|d rept:
Valva aortica aortica
" mrosa t3,induratd “ndurata,calcificata,vegetatii
da deschideril... T......(15-26mm)
Valva mltralé
ingrogata, indurata,calcificata, vegetatii
3 valvelur |scordant§?o_n?&'danté limitat
el inelului.....oeeenen (19-31mm)
ovM(ZD) >4CM?).......... (P % 1) MAPSE........
Valva tricuspida
osatd,induratd,calcificata, vegetatii
iscordanta,concordanta
...(19-31mm) TAPSE /}
ulmonara
1 calcificata, vegetatii
11-17mm) :

< 27mm)

(cm)

rosat, calcmc : :
ate minimald, moderata, consmerabnlé semne de tamponada

dului — cantit
Doppler EcoCG
.l'C:}ﬁNTA Vmax (mis) GPmax (nmHg)  GPmed (mmHg) P %t (msec) IVT (cm)

afec!até afectarea rel rIi afedare pseudonormalé afectare restrictiva
omisec) TE7£ 2 % TRIV. (msec) TDE (msec)
msec) 5 -~ 7 (msec) CC_____(msec) Teiindex_ 3
Wo_____(cmisec) S (em) D, emA____(em)

,severs Psm»_fﬂmmng). Pmed.AP____(mmHg)yv.cavainf___(mm)
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Date generale

Pacient C.A., 43 ani,

Acuzele bolnavului:

Dureri retrosternale si1 in epigastru, de intensitate pronuntata cu
caracter de frigere. Durerile au aparut mai mult de 24 ore in
urma.

Slabiciune generala, anxietate.

Anamneza actualei boli: Nu se considera bolnav de patologie
cardiaca pana in prezent.

-Tabagism
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EcoCG

2 Apenca‘rdului — cantitate m

SUFICIENTA  Vmax 3
IN ) T "m (s




Marcherii injuriei cadiace

CK-MB 135

Troponina 3.5 (< 0.5 ng/mlL)

de
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Coronarografia
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Angioplastie
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EKG post interventie
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EcoCG la externare
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Debutul leziuniii ireversibile incepe dupa
circa 20-40 de minute in subendocardul ischemic

Dupa 1 hr- injuria miocardica ireversibilda migreaza de la subendocard la
subepicard

Majoritatea infarctelor miocardice sunt de obicei completate in decurs de
aproximativ 3-4 ore de la debutul ischemiei severe.

Principalii determinanti ai dimensiunii finale a infarctului

v' durata si severitatea ischemieli,

v’ mairimea patului vascular miocardic

v" volumul de flux sanguin colateral disponibil la scurt timp dupa ocluzia
coronariand

v" Preconditionarea miocardului cauzata de ischemie
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Managmentul pacientului cu STEMI

Timp ischemic total l

I intirziere SMU I intarziere sistem l
PCM:SMU
O mmn
Q% > |
<10 ) Strategie <90’ )
— <|20 min — PCI —»  Reperfuzie

primari (pasajul ghidului)

Diagnostic
STEMI Ti -
= 1iMp pana
PCI2
<|0’ Reperfuzie

L > 20 min —p Strategiede (bolusul

fibrinoliza trombolitic)?
<10’ Strategie <60’ i
—» PG —— | Reperfuze
J . asaju iduiul
Diagnostic primara e

PCM: Centru PCI STEMI

Intirziere sistem |

Timp ischemic total I 69

©ESC 2017
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Timp ischemic total

" intirziere SMU I

15: 40 ,;"_5":

STEMI

?

Diagnostic

Intirziere sistem

PCM: Centru PCI

16:50 w=mp 17:50

- e Strategi .
J/\/[: . P(_',elg’e —— Re_perfqme .
gnostic primar3 (pasajul ghidului)

STEMI

Intirziere sistem I

Timp ischemic total
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* [Leziuni aterosclerotice tricoronariene - ocluzie
prin tromboza acuta pe RCA 11, stenoza critica
pe LAD I, stenoza severa pe aCx 11, OM 1, stenoza
moderat severa pe LAD II;
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In functie de timpul de adresare pacientii cu STEMI pot
fi divizati in trei grupuri: ,,precoce”/early (adresare <12
ore de la debutul simptomelor), ,.,tardiv’’/late (12-48 ore)
si ,,foarte tardiv”’/very late (debutul simptomelor mai
mult de 48 ore) [1].

Conform Societatii Europene de Cardiologie (ESC),
angioplastia percutand primara (PCI) este strategia de
reperfuzie recomandata la pacientii cu STEMI in decurs
de pana la 12 ore (Clasa I, nivel de evidenta A).

Nu exista o parere unanim acceptata despre
managementul pacientilor cu STEMI > 12 ore.

Dupa 12 ore de la debutul simptomelor, PCI se
efectueaza 1n prezenta urmatoarelor simptome: ischemie
miocardica, instabilitate hemodinamica, aritmii
amenintatoare pentru viata (Clasa L, nivel de evidenta C)
La pacientii asimptomatici, cu ocluzia arterei
coronariene >48 ore nu se recomanda PCI (Clasa III,
nivel de evidentd A) [2].

Roberto, M., Radovanovic, D., de Benedetti, E., Biasco, L., Halasz, G., Quagliana, A., ... Moccetti, M. (2019). Temporal trends in latecomer STEMI patients:
insights firom the AMIS Plus registry 1997-2017. Revista Espariiola de Cardiologia (English Edition).

2.Ibanez, B., James, S., Agewall, S., Antunes, M. J., Bucciarelli-Ducci, C., Bueno, H., ... Halvorsen, S. (2017). 2017 ESC Guidelines for the management of
acute myocardial infarction in patients presenting with ST-segment elevation. European Heart Journal, 39(2), 119-177.

Early phase of STEMI

Primary PCI
(if symptoms,
hemodynamic instability,

Primary PCI

—

Evolved STEMI

Recent
STEMI
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Tratament la etapa prePCI

Nitroglicerina s/lingual (la persista sindromul anginos)
Aspirina este recomandat tuturor pacientilor, in absenta contraindicatiilor: doza

orala initiala de incarcare 150-300 mg (sau 80-150 mg i.v.) si doza de Intretinere
75-100 mg zilnic, pe termen lung, indiferent de strategia de tratament

Tab. Clopidogrel 600 mg ulterior 75 mg zilnic (- Prasugrel (60 mg doza de
incarcare, ulterior 10 mg zilnic), in absenta contraindicatiilor *** - Ticagrelor (180
mg doza de Incarcare, ulterior 90 mg de doua ori pe zi), in absenta
contraindicatiilor )

Opioide intravenos (de ex. 5-10 mg morfina) daca persista sindromul anginos

Oxigen (2-4 1/min): daca Sa0,<90%, pacientul prezinta dispnee sau insuficienta
cardiaca acuta

Heparina nefractionata 70-100 U/kg i.v. bolus cand nu este planificata
administrarea de inhibitor de GP IIb/Illa. sau 50-70 U/kg i.v. bolus cu inhibitor de
GP IIb/IlIa.

Beta-blocante (cind TAs >120 mmHg si in lipsa altor contraindicatii)
Anxioliticele pot fi utile
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Dozele de agenti fibrinolitici

Drog Tratament initial Contraindicatii specifice

Doze pentru terapia antifibrinolitica

Streptokinaza |.5 milioane de unitati in decurs de 30-60 minute Tratamente anterioare cu strepto-
chinaza sau antistreplaza

Alteplaza (tPA) 15 mg bolus i.v
0.75 mg/kg in decurs de 30 min (pana la 50mg) apoi 0.5 mg/kg i.v in decurs de 60

min (pana la 35 mg)

Reteplaza (rPA) 10 unitati +10 unitati bolus iv administrate la 30 minute distanta
Tenecteplaza Bolus unic iv
30 mg (6000 UI) daca <60kg

35 mg (7000 UI) daca 60-70 kg

40 mg (8000 UI) daca intre 70 dar <80 kg

45 mg (9000 UI) daca intre 80 dar <90 kg

50 mg (10000 UI) daca >90 kg

Este recomandat sa se reduca doza la jumatate la pacientii >75 de ani

Slide
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Accident vascular cerebral hemoragic sau
accident vascular de origine necunoscuta in
antecedente

Accident vascular cerebral ischemic in ultimele 6
luni

Traumatisme ale sistemului nervos central,
neoplasme sau malformatii arteriovenoase

Traumatism major recent / chirurgie [/
traumatism cranian (in ultimele 3 saptamani)

Hemoragie gastrointestinala in ultima luna

Coagulopatii cunoscute (exceptand menstrele)

Disectie de aorta

Punctii necompresibile in ultimele 24 de ore (de
ex. biopsie hepatica, punctie lombara)

Contraindicatiile terapiei fibrinolitice

Accident ischemic tranzitor in ultimele 6
luni

Terapia anticoagulanta orala

Sarcina sau prima saptamana postpartum

Hipertensiune refractara (TAS >180 mmHg
si/sau TAD >110 mmHg)

Boala hepatica avansata

Endocardita infecpioasa

Ulcer peptic activ

Resuscitarea prelungita sau traumatic



Esecululi fibrinolizei

-Diminuarea supradenivelarii segmentului ST cu <50% in
primele 60-90 min de la administrarea de fibrinolitic

- sau In prezenta unei instabilitati hemodinamice sau
electrice

- agravarii ischemiei sau In caz de durere toracica
persistenta

Nota! PCI precoce de rutina este indicata dupa o
fibrinoliza de succes (preferabil intre 2-24 ore dupa
fibrinoliza)
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Stratificarea riscului la pacientii cu
SCA-NSTEMI

e Scorul GRACE 2.0
((http://www.gracescore.org/WebSite/default.aspx?ReturnUrl=%2f)) ofera
cea mai exacta stratificare a riscului atat la internare cat si la externare datorita
unei bune capacitati discriminatorii si permite estimarea riscului de deces in
spital, la 6 luni, la unu si trei ani. Variabilele utilizate includ virsta, tensiunea
arteriala sistolica, frecventa ritmului cardiac, creatinina serica, clasa Killip la
prezentare, stopul cardiac la internare, elevarea biomarkerilor cardiaci, deviere
de segment ST; In cazul cind valoarea creatininei serice si clasa Killip nu sunt
disponibile, poate fi utilizata o modificarea a scorurlui care include prezenta
insuficientei renale si utilizarea diureticelor, respectiv.

.\;Ij‘{'.‘
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GRACE ACS Risk and Mortality Calculator

Age 7o YEars
/ Risc inalt \

Heart rate/pulse % veats/min Diagnostic stabilit de
NSTEMI prin
modificarea

Systolic BP 120 mm Hg

Creatinine 220 umol/L &

Cardiac arrest at admission “

5T segment deviation on EKG?

Abnormal cardiac enzymes

V=

Killip class (signs/symptoms)

20 5, 156 poince

Probability of death from admission to 6 GRACE Score
months
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Managmentul pacientului cu non-STEMI

-
Patient with symptoms of ACS and ECG consistent with NSTE-ACS
Non-PCl centre Ambulance PCI centre
= \ 7
or Wl © W )
Very high Immediate transfer o Very high
risk? e risk
* 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/inpatient transfer
Hngh risk? > High risk
* Confirmed diagnosis of NSTEMI based on ESC algorithms
* GRACE risk score >140
* Transient ST-segment elevation
* Dynamic ST-segment or T wave changes
& =
risk (|f required) risk
i In patients without very-high or
+ high-risk features and a low index Early (<24 h)
1 of suspicion for unstable angina invasive
' P g strategy
(Class lla)
.

European Society
of Cardiology

(2023 ESC Guidelines for )
the management
of acute coronary
\J syndromes )
Q) Selective invasive strategy
Coronary angiography + PCI/CABG
based on clinical assessment and/or
non-invasive testing
QO Earlyinvasive strategy

Early coronary angiography (<24 h from
diagnosis of ACS) and PCI/CABG of the

IRA if indicated

o Immediate invasive strategy
Emergency coronary angiography (i.e. as
soon as possible) and PCI/CABG of the
IRA if indicated

Slide
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Figure 8 Selection of invasive strategy and reperfusion therapy in patients presenting with NSTE-ACS. ACS, acute coronary syndrome; CS, cardiogenic



Managmentul pacientului cu non-STEMI

4 )
Guideline for the Management of Patients
With ACS ( 2025)

American

Heart
Association.

Rao et al 2025 Acute Coronary Syndromes Guideline

\_ _J

)

a N [~ N (- N N

l High-risk NSTE-ACS l l Intermediate-risk NSTE-ACS l l Lower-risk NSTE-ACS

Choice and Timing of
Management Strategy in NSTE-ACS

Unstable/very high-risk patient |

Any of: Any of: Any of: Any of:

+ Cardiogenic shock
« Signs or symptoms of HF,

+ GRACE Risk Score >140
+ Steeply rising Tn values on

+ GRACE Risk Score 109-140
+ Absence of ongoing ischemic

GRACE Risk Score <109
TIMI Risk Score <2

.

including new/worsening serial testing despite optimized symptoms + Absence of ongoing ischemic
mitral regurgitation or acute medical therapy + Stable or downtrending Tn symptoms
pulmonary edema + Ongoing dynamic ST-segment values + Tn <99th percentile (ie, unstable
+ Refractory angina changes angina)
« Hemodynamic or electrical + No dynamic ST-segment
instability (eg, sustained VT changes
or VF)
Coronary angiography Coronary angiography before Non-
<24 h hospital discharge (<72 h) Coronary invasive risk
(Class 2a) (Class 2a) angiography stratification
before hospital «---- during
discharge hospitalization
(Class 2a) or recurrent
symptoms
N J AN AN J
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Figure 8. Selection and Timing of an Invasive Strategy in NSTE-ACS.



Long term treatment after ACS

Discharge on cardio- + Arrange OPD review to
& o -
manage comorbidities

protective medications,
start lifestyle management 5_‘% ﬁ( and discuss patient goals
A and preferences

and refer to cardiac rehab

Treatment goals

Support healthy Reach and sustain risk
lifestyle choices factor treatment targets
J

Antithrombotic Systolic BP
therapy <130 mmHg
and diastelic

BP <80 mmHg

(if tolerated)?

Lipid-lewering
therapy

Annual influenza LDL-C <1.4 mmelfL
vaceination (<55 mg/dL)

Promaote drug
adherence and
persistence
+
Psychosocial other treatments HbAlc <53 mmol/mol
management as appropriate® (<T%)e
J o /

. w .
@ESsc

Slide

\.
Figure 17 Long-term management after acute coronary syndrome. ACS, acute coronary syndrome; HbATe, glycosylated haemoglobin; LDL-C, low-
density lipoprotein cholesterol, OPD, outpatient department. *See Recommendation Table 16 for other pharmacological treatments after ACS, "For pa-
tients >70 years of age the systolic target should be <140 mmHg and down to 130 mmHg If tolerated.”*® “For patients with diabetes mellitus. 82



2025 Acute Coronary Syndromes Guidelin

Rao et al

Patient
Assessment

Core Components
of
Cardiac Rehabilitation

Figure 10. Core Components of Cardiac Rehabilitation.
Adapted with permission from Sandesara et al.*® Copyright 2015 American College of Cardiology Foundation.
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Antiplatelet therapy
Aspirin is recommended for all patients without
contraindications at an initial oral LD of 150-300 mg
(or 75-250 mgi.v.) and an MD of 75-100 mg o.d. for
long-term treatment.

Ticagrelor is recommended irrespective of the
treatment strategy (invasive or conservative)

(180 mg LD, 90 mg twice a day MD).

Clopidogrel (300-600 mg LD, 75 mg o.d. MD) is
recommended when prasugrel or ticagrelor are not
available, cannot be tolerated, or are contraindicated.
Lipid-lowering therapy

It is recommended that high-dose statin therapy is
initiated or continued as early as possible, regardless
of initial LDL-C values.”®786>-8¢7

It is recommended to aim to achieve an LDL-C level
of <1.4 mmol/L (<55 mg/dL) and to reduce LDL-C

by >50% from baseline 868867
If the LDL-C goal is not achieved despite maximally
tolerated statin therapy after 4-6 weeks, the addition

of ezetimibe is recommended.”®®

Adherence to medication

A polypill should be considered as an option to

improve adherence and outcomes in secondary
e e A~ 753

TRATAMENTUL PE TERMEN LUNG

RAAS system inhibitors

Angiotensin-converting enzyme (ACE) inhibitors®
are recommended in ACS patients with HF
symptoms, LVEF <40%, diabetes, hypertension, and/
or CKD,195813-817.879

Mineralocorticoid receptor antagonists are
recommended in ACS patients with an LVEF <40%
and HF or diabetes.?2¢58°

Routine ACE inhibitors for all ACS patients
regardless of LVEF should be considered.®'®#'”

Beta-blockers

Beta-blockers are recommended in ACS patients
with LVEF <40% regardless of HF symptoms.®*™¢7%
872

Routine beta-blockers for all ACS patients regardless
of LVEF should be considered.”?®873-878

Anti-inflammatory drugs

Low-dose colchicine (0.5 mg once daily) may be
considered, particularly if other risk factors are
insufficiently controlled or if recurrent cardiovascular

disease events occur under optimal therapy.®°%8°

Vaccination

Influenza vaccination is recommended for all ACS

patients 843,845-847

IIb
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Complicatiile IMA

l

l

Complications of myocardial infarction
[Myocardial infarction
Impaired Tissue Electrical Pericardial
contractility necrosis instability inflammation
v v v v
Ventricular Hypotension — Papillary muscle Ventricular
thrombus 1 coronary perfusion — infarction wall rupture Arrhythmias Pericarditis
T ischemia ¥
l Mitral regurgitation
v v
Stroke Cardiogenic Congestive Cardiac
(embolism) shock heart failure tamponade
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Perioada aparitiei

Ventricular arrhythmias Cardiogenic shock
(ventricular fibrillation Strongly dependent
ortachycardia) on infarct size;
Primary: due to ischaemia; 5-6% of patients
onset <4 h with STEMI

Secondary: due to remodelling
or scar;onset =48 h

Bradyarrhythmias/
heart block
Common, especially
with inferior
myocardial infarction
Often resolve

Stroke

Thromboembolic from
PCl or haemorrhagic from
antithrombotic therapy
Long-term risk in large
anterior infarct, left

Ischaemic MR/papillary
musde rupture
Posterior papillary
muscle most

often; supplied by
dominant artery
Characteristic murmur
of MR may be absent

Ventricular
septal rupture

infarction
Holosystolic

Most common with
anterior myocardia

Complicatiilor post-IMA

LV freewall rupture
Persistent STE, upright
T-waves, reversal of
initially inverted
T-waves

»50% mortality
evenwith surgery

Persistent S

Pericarditis
(Dressler syndrome)
Autoimmune reaction;

more common in large infarc

T
J -

, PR depression

n‘ay{t‘ave a friction rub

spontaneously ventricular aneurysm, or murmur at LSB
if onset <24 h reduced left ventricular
ejection fraction
N
B
v
Acute 3days 2 weeks
myocardial
infarction
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Caracteristicile clinice ale £

1. Papillary muscle rupture

Acute pulmonary edema;
cardiogenic shock

Eccentric or broad jet of 5
severe MR

Mobile mass in LV;
prolapsing into LA

3. Contained rupture

Asymptomatic, chest pain,
or HF

S

Small neck communication

To-and-fro blood flow
through rupture

2. Ventricular septal rupture o

Asymptomatic to circulatory
collapse

4. Free wall rupture

Circulatory collapse

Pericardial effusion or &

Left to right shunt cardiac tamponade

Electromechanical
dissociation

Discontinuity of septum with
evidence of color flow

American

Heart
Association.
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Mesaje cheie

Magnitudinea salvarii miocardului este direct legata
de timpul de interventie

PCI in timp util, a leziunii vinovate de ischemie,
ramane principiul de baza in tratamentului SCA.
Respectarea regulel de 120 min in abordarea
pacientilor cu STEMI s1 non-Stemi cu risc foarte
inalt.

Strategia fibrinolitica la pacientit STEMI trebuie
inceputa atunci cand timpul pana la cel mai apropiat
spital PCI > 120 min

Abordarea interventionala a pacientilor non-STEMI
in conformitate cu riscul stabilit.
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