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Image: Thrombus Formation

Platelet Adhesion

Platelet Aggregation

Complete Occlusion
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Image: Acute Coronary Syndromes
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NSTE-ACS = ®|  gTE-ACS

No significant ST-segment elevations. Significant ST-segment elevations

—Ai/\ w\ Subendocardial T Transmural
ischemia ischemia

DIAGNOSTIC CRITERIA: All acute coronary syndromes DIAGNOSTIC CRITERIA: All acute coronary syndromes with
without significant ST elvations are classified as NSTE-ACS. significant ST elevations are classified as STE-ACS. The ECG
In most cases there are ST-segment depressions and/or will usually also display ST-segment depressions and/or
T-wave inversions. A minority of patients with NSTE-ACS T-wave inversions.
display normal ECG through the course.

PATHOPHYSIOLOGY: Total occlusion in a coronary artery.
PATHOPHYSIOLOGY: Partial occlusion causing ischemia This causes extensive ischemia which is transmural (i.e
located to the subendocardium (black area in figure above).  stretches from the endocardium to the epicardium). These

infarctions are large and usually lead to development

of pathological Q-waves in leads with ST elevations.

Elevated troponins Normal troponins Elevated troponins Normal troponins
ot By _‘ o ,;U:
Non-STEMI (NSTEMI) Unstable angina Unstable angina

Aborted myocardial infarction

~ Most cases Most cases

% 5 \ 4
Q-wave infarction] Non Q-wave infarction Q-wave infarction | Non Q-wave infarction

Figure 1. Flow-chart showing the natural course of coronary artery disease and classification of acute coronary
syndromes into STEMI, NSTEMI and unstable angina using ECG criteria.
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ST segment elevation

}\ Magnitude of

ST-segment elevation

ST segment depression

}"H Magnitude of

5T-segment depression

T-wave inversion
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‘A Acute STE-ACS (STEMI) example 1 ‘B Acute STE-ACS (STEMI) example 2

aVL«/\\*f W“\f\/\

I ‘j\\/\ aVF

| i H—~1L/\
Jd\ I11 *

-aVR

60 year old male with retrosternal chest pain. 65 year old diabetic with 3 hours duration of chest
ECG shows ST segment elevations in inferior pain. ECG shows ST-segment elevations, reciprocal
leads (Il, aVF and Ill). There are reciprocal ST depressions and pathological Q-waves.

segment depressions in aVL and |. There are

also pathological Q-waves in the inferior leads.
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aVF
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—» ST segment depression

-p T-wave inversions (negative T-waves)
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ST segment depresyonu
T dal ga d¢zinesivoausi Vv ey a
U dalga inversiyonu
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ST depresyonu: yukan egimli (A), asadi edimli (B), horizontal (C)
Yukaegyaml i ST miykardigasiskem u
i - in dedgldir
O2 birbirini takip eden d

O0.5mm horizontalveya akajé& dojru
depresyonu miyokardiyal iskemiyeli Kk ar et et n
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Ol mm ST depresyonu daha
prognozu ifade eder

O3 der agy m
NSTEMI olas
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Subendokardi yal | skeml y ¢
genel | i kIl Tetipik cayalglglin\lea 6 d a
Yaygén ST depresyonu + ¢
elevasyonu patterni sol ana koroner arter
téekaneéklinéjaenl aml édeéer
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T dal ga 1T nversiyonu akxkaj
mi yokar di yal |l skemi ni n |
AEn az 1 mm derinlijJilnde

ABaskéen R dal gal ar é& 2birbinntakip R
eden derivasyonda mevcut

A DinamikT e s Kk | EKGOde yok veya
dej i Kl yor 1| se

|l 11, aVR ve V1o0de T dal ¢

varyantter



NSTEACS
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Non spesifik ST -T dejJ i1 ki1 kl 1 kl er |
<05mMmST- ° kme s |

<1 mm T dalga inversiyonu
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NSTEACS

Subendokardiyal iskemi
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Subendokardiyal iskemi




Vb6 6da U dal ga 1 nversi yon
Nadir 1akat iskeminin spesifik bir bulgusu
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Normal EKG 9:23:19 2

' 72 yrs Male White .‘“. )

e o

98
22 D
g e 1

'd BOG Management System - Unidentified ECGs

ﬁ 171 (NSR ). Normal sinus rhythm, rate 58 - - - - Normal P axis, PR, rate & rhytha
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S Elevasyonu

2 komku deri vasyonda J n
ST elevasyonu (V23 dékénda)

V22V 3 deri vasyonl ar énd a
A<40 yak erkeklerde O0.25 m
A>40 yak erkeklerde O00.20 m
AiBayanlarda O 0.15 mV



Evolution of Acute MI
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Prekordiyal derivasyonlarda (V16) ve (N)
yvéksek | ater al deri vasy(
dalga formasyonu ile ST segment elevasyonu

Knferi or derivasyonl ar d:
(°zelliT kle 11l ve aVFO0dUd:¢
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Anterior infarction

MR aVR aVL aVF V1 V2 V3 V4 V5 V6

Left coronary artery
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De] | wrfarkk paernleri  maksimum ST
el evasyonunun ol duj u det
adl andér él mékt er :

Septal = V1-2
Anterior =V2-5
Anteroseptal = V1-4

Anterolateral = V3-6, | + aVL
Yaygén anteri or 4 l,avit er «
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Lateral infarction

MR aVR aVL aVF V1 V2 V3 V4 V5 V6
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Left circumflex
coronary artery  (Cx)
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Inferior infarction

MR aVR aVL aVF V1 V2 V3 V4 V5 V6

Right coronary artery
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