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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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AdamTimmis et. Al., Cardiovascular disease statistics 2QR2dropean Heart Journal (20283, 716799

https:// doi.org/10.1093/urheartfehab892

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 I 174 United Kingdom M1 635
Republic of San Marino | 179 Israel M1 648
Spainl 182 Spain M 1 685

United Kingdom B 183 Norway M1 696
Norway l 185 Republic of San Marino l 1 703
Sweden B 188 Denmark l 1 763

Greece | 190 Austria [l 1 788

Belgium B 198 Sweden l 1 819

Ireland B 199 Ireland 1 837
Denmark B 207 Finland M1 876
Austria @ 215 Belgium Il 1 878

Iceland B 219 Iceland M 1 923

Italy @ 241 Germany [l 1995

Germany B 243 Italy I 2 032
Albania B 246 Poland I 2 130

Finland B 248 Netherlands Il 2 259

Croatia @ 249 Albania Il 2 529
Slovenia @ 258 Slovakia [l 2 760
Netherlands @ 267 North Macedonia ll 2 848
North Macedonia l 281 Slovenia Ml 2 867

Latvia Il 433

—esTErrreveravor Bl 3 577

Russian Federation Il 470 Latvia ll 3 611
Republic of Moldova lll 488 Belarus [l 3 620
507 Kyrgyzstan Il 3 675
He Kazakhstan Il 524 Serbia [l 3 710
Belarus lll 546 Kazakhstan [l 3 819
Tunisia @ 558 Ukraine Il 4 051
Armenia Il 566 Armenia [l 4 117
Algeria lll 578 Republic of Georgia Il 4 187
Kyrgyzstan lll 589 Estonia Il 4 320
Libya lll 594 Azerbaijan Il 4 366
Estonia M 595 Tunisia [l 4 480
Lebanon Il 620 Algeria Il 4 581
Morocco lll 645 Uzbekistan Il 4 642
Ukraine Il 654 Libya I 4 928
Syrian Arab Republic Il 713 Lebanon M 4 949
Azerbaijan Il 737 Syrian Arab Republic Il 5 121
Egypt Il 760 Morocco Il 5 224
Uzbekistan Il 1 012 Egypt HIEM 5 624
1000 6 6 Boo
IHD incidence IHD prevalence
per 100 000 per 100 000

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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aproapel,8 milioane
dedecesanualsau
20% dintotalul
deceseloin 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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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 producatorului, 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

/
-
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c £t STEMIE

2023 ESC Guidelines for the managemeént
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 blocului @
K de ramura stangd [BRS]). j E SC

European Society
of Cardiology

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 t
management
of acute coronary syndrom

Slide
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ECG pattern

Criteria

Signifying

on-SE=WNIIG

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 syndromegs

Slide
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(may extend to V16);
AECG pattern present in paifiee state;

(< 1mm);
ANo precordial Q waves;

ARecent history of angina;

\markers,

(fOeeply inverted or biphasic T waves in 332

Asoelectric or minimalhelevated ST segme

Mreserved precordial R wave progression

ANormal or slightly elevated serum cardiac

Wellens sign

[ | .

Nt

J

~

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

@ESC

Eurcpean Society
of Cardiclogy
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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
\CK-MB|
. %’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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Figure 2. Plaque Rupture and Other Etiologies of Acute Coronary Syndromes

Coronary artery anatomy

Right
coronary artery.

Acute coronary
artery obstruction

Ischemia
or infarction

'SMOOTH
'MUSCLE

STEMIr epr
30% din SCA

@roximati

Types of acute coronary syndromes (ACS)

(STEMI) or non-STEMI (NSTEMI)

Lipid-laden plaque
with inflammatory
cells

Thin fibrous cap

Plaque rupture

and platelet-rich
thrombus

p——rT

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 rupture (=60% of patients with ACS)
ST-segment elevation myocardial infarction

Formation of fibrin-

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

| [
ematomaican occur
PP | 1
nvessel wall
| 3

oI A

STEMI, NSTEMI, or unstable angina

NSTEEACSr epr ezi nt
aprOX|mat|v7O% din SCA

Lipid-rich plaque
with diffuse
calcium deposits

Protruding eccentric
nodular calcification

Constrictive
remodeling

Thrombus

Embolism (=1%-3%)
STEMI or NSTEMI

Embolus
of cardiac or
noncardiac origin

Deepak L Diagnosis and Treatment of Acute Coronary Syndror
A ReviewJAMA 2022;327(7):66575.
doi:10.1001/jama.2022.0358 24
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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 DX

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

)
)
)
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§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.
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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. coronariana
Tn 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.
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Factorii implica "Hin 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
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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.®®
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| 1.RESTENOZA ASOCIATA
INTERVENTIEI CORONARIENE
PERCUTANATE (INFARCTUL

MIOCARDICTIP 4C)

Infarctul miocardic apare uneori ocazional, restenoz
intra-stent sau restenoza dupa angioplastia cu balo
fiind singura explicatie angiografica din moment n
poate identificata nici o alta leziune culprit sau trom
boza. Acest tip de IM asociat PCl| este denumit IM ti
4c si este definit ca fiind restenoza focala sau difuz
sau o leziune complexa asociata cu o crestere sau sca
derea valorii cTn peste LS a percentilei 99, utilizan
aceleasi criterii ca in IM tip |.
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