Akut Koroner Sendromlar
ve G¢gneceel Y ak

Yrd. DoHasabB ¢,y ¢ kas!| an
Harran ¢niver sitesii T ¢
Aci |l Tép A.D.



YPE | @dzl £ | NJ

{/( 7\\""

HAMM L SgheN®R] §8f YSAA 0SSt ANIAL SNA
P ldzl YZNBYSNI { SYRNEBY(ENPY 6! Y{0
{2012Kard|yopulmonew§aNa)\@él ABCAE Y NRA&E T
I YSNRALFY YEELI 5SNYSEA 61110 YPEI
YPI Pt |t YPELIl @dd dzob |
e _\\,‘.‘

HAMO YFNFINIP Y2ZNRYSNI ! NISNJ HaAMO

a ™
2015AcuteCoronarySyndromegACS) ipatientspresentingwithout
persistentSTsegmentelevation(ESC).
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Akut kKoroner sendromlu olgularin %40’tan fazlas: atipik semptomlar ile
basvurabilir.
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Eur Heart J 2002;23:1089-40
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Granger CB et al. J Am Coll Cardiol 31; 98 :71A



Recommendations
Diagnosis and risk stratification

It is recommended to base diagnosis
and initial short-term ischaemic and
bleeding risk stratification on a
combination of clinical history,
symptoms, vital signs, other physical
findings, ECG and laboratory results.

It is recommended to obtain a 12-lead
ECG within 10 min after first medical
contact and to have it immediately
interpreted by an experienced
physician. It is recommended to obtain
an additional 12-lead ECG in case of
recurrent symptoms or diagnostic
uncertainty.

Class®

Level®
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Biyokimya —> hs-c Troponin

It is recommended to measure cardiac
troponins with sensitive or

high-sensitivity assays and obtain the 1
results within 60 min.




hsTn:

Compared with standard cardiac troponin assays, high-sensitivity assays:

+ Have higher negative predictive value for acute Ml.

+ Reduce the “troponin-blind” interval leading to earlier detection of acute Ml.

* Result in a ~4% absolute and ~20% relative increase in the detection of type | Ml and a
corresponding decrease in the diagnosis of unstable angina.

+ Are associated with a 2-fold increase in the detection of type 2 MI.

Levels of high-sensitivity cardiac troponin should be interpreted as quantitative
markers of cardiomyocyte damage (i.e. the higher the level, the greater the
likelihood of Ml):

+ Elevations beyond 5-fold the upper reference limit have high (>90%) positive predictive
value for acute type | Ml

+ Elevations up to 3-fold the upper reference limit have only limited (50-60%) positive
predictive value for acute MI and may be associated with a broad spectrum of conditions.

+ |tis common to detect circulating levels of cardiac troponin in healthy individuals.

Rising and/or falling cardiac troponin levels differentiate acute from chronic

cardiomyocyte damage (the more pronounced the change, the higher the
likelihood of acute MI).
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Tachyarrhythmias

Heart failure

Hypertensive emergencies

Critical illness (e.g. shock/ sepsis/ burns)

Myocarditis?

Tako-Tsubo cardiomyopathy

Structural heart disease (e.g. aortic stenosis)

Aortic dissection

Pulmonary embeolism, pulmonary hypertension

Renal dysfunction and associated cardiac disease

Coronary spasm

Acute neurological event (e.g. stroke or subarachnoid haemorrhage)

Cardiac contusion or cardiac procedures (CABG, PCI, ablation, pacing, cardioversion, or
endomyocardial biopsy)

Hypo- and hyperthyroidism

Infiltrative diseases (e.g. amyloidosis, haemochromatosis, sarcoidosis, scleroderma)

Myocardial drug toxicity or poisoning (e.g. doxorubicin, 5-fluorouracil, herceptin, snake
venoms)

Extreme endurance efforts

Rhabdomyolysis
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Cardiac

Myopericarditis
Cardiomyopathies®

\ 4

e PNPOP

Pulmonary

Pulmonary embolism

Vascular

Aortic dissection

Tachyarrhythmias

(Tension)-Pneumothorax

Symptomatic aortic aneurysm

Acute heart failure Bronchitis, pneumonia Stroke

Hypertensive emergencies Pleuritis

Aortic valve stenosis

Tako-Tsubo cardiomyopathy

Coronary spasm

Cardiac trauma

Gastro-intestinal Orthopaedic Other

Oesophagitis, reflus or spasm | Musculoskeletal disorders Anxiety disorders
Peptic ulcer, gastrits Chest trauma Herpes zoster
Pancreatitis Muscle injury/ inflammation Anaemia
Cholecystit Costochondriti

Cervical spine pathologies




Ri sk dekerl end

It is recommended to use established
risk scores for prognosis estimation.

Jneid et al. 2012 AHA Updata of the guidleine of NSTEMI. Circulation 2012;1260FZ8r Heart J 2011;32:2998054



RI sk dekerl endir

A TIMI,

(Thrombolysis In Myocardial Infarction)
(Miyokart enfarktusunde tromboliz)

A GRACE
(Global Registry of Acute Coronary Evénts
6! 1dzi Y2ZNRBYSNIJ htfle&fl!

Eur Heart J 2011:32:2958054
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GRACE
(0-258)

Age (years)
<40
40 - 49
50-59
60 69
70-79
=80

Heart rate (bpm)
<70
70-89
90-109
110-149
150199
=200
Systolic BP (mmHg)
<80
80-99
100-119
120-139
140159
160-199
=200

Creatinine (mg/dL)
0-0.39

Killip class
Class |
Class Il
Class 11l
Class IV

Cardiac arrest at admission
Elevated cardiac markers
ST-segment deviation

18
36
55
73
91

V mortality while
C in hospital,
C at 6 months,
Cat 1 year and
C at 3 years.

V The combined risk of death or Ml at 1
year is also provided
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Ritim Monitorizasyonu

Clinical Presentation Unit Rhythm
monitoring
Unstable angina Regular ward or discharge None
NSTEMI at low risk for cardiac Intermediate care unit <34 h
arrhythmias? or coronary care unit
NSTEMI at intermediate to high | Intensive/coronary care units or 74 h

risk for cardiac arrhythmias®

intermediate care unit
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Acute management STEMI;

v Select reperfusion strategy: Primary percutaneous coronary intervention (PCI) strongly preferred, especially for patients with cardiogenic shock, heart fallure, late presentation, or contraindications to fibrinolysis,
Activate cardiac catheterization team as indicated, For patients with symptoms of 12 hours, fibrinolytic therapy is not indicated, but emergent PCT may be considered, particularly for patients with evidence of
ongoing ischemia or those at high risk of death.

v Treat with fibrinolysis if PCT unavailable within 120 minutes of first medical contact, symptoms <12 hours, and no contraindications.”

v Give oral antiplatelet therapy (in addition to aspirin) to all patients:

1, Patients treated with fibrinolytic therapy: Give clopidogrel loading dose 300 mq if age 75 vears or less; if age over 75 years, give loading dose of 75 mg.
2, Patients treated with no reperfusion therapy: Give ticagrelor loading dose 180 mg.

3. Patients treated with primary percutaneous coronary intervention: Give ticagrelor loading dose of 180 mg or prasugrel loading dose of 60 mg (if no contraindications: prior stroke or TIA, or relative
contraindications for prasugrel such as those age 75 years or older, weight less than 60 k), For patients at high risk of bleeding or those for whom prasugrel or ticagrelor cannak be used, we give clopidogrel
600 mg.

v Give anticoagulant therapy to all patients:

1, For patients treated with primary PCI, we prefer unfractionated heparin (UFH) to bivalirudin, This recommendation assumes that patients will receive a potent oral antiplatelet agent (ticagrelor or
prasugrel), which we prefer to clopidogrel, For those patients who receive clopidogrel, we prefer bivalirudin,

v Dosing of UFH: An initial intravenous (IV) bolus of 50 to 70 units/kg up to a maximum of 5000 units. Additional heparin may be given in the catheterization laboratory based on the results of
activated clotting time (ACT) monitoring.

v Dosing of bivalirudin: Initial bolus of 0.75 ma/kg IV followed by IV infusion of 1,75 mgfkg per hour; can be discontinued after PCL

2, For patients treated with fibrinolysis, we prefer enoxaparin for patients not at high bleeding risk or fondaparinux for those at high bleeding risk. For those patients in whom PClis possible or ikely after
fibrinolytic therapy, UFH is reasonable,



» Dosing of enoxaparin
« Patients <75 years: Loading dose of 30 mg IV bolus followed by 1 ma/ky subcutaneously every 12 hours; maximum of 100 mq for the first two subcutaneous doses. The first subcutaneous dose should be

administered with the IV balus,
o Dose adjustment for renal impairment (Crcl <30 mL/min)*: Loading dose of 30 mg IV followed by 1 mo/kg subcutaneously every 24 haurs, The first subcutanequs dose should be administerad with the Iv
bolus,
« Patients =75 years: No IV loading dose. Administer 0.75 mg/kg subcutaneously every 12 hours; maximum of 75 mg for the first two doses.
o Dose adjustment for renal impairment (Crd <30 mL/min)*; No IV loading dose. Administer 1 mg/kg subcutaneously every 24 haurs,
« Supplemental IV bolus dose for patients whao will receive PCI after =1 dose of therapeutic enoxaparin: 0.3 mo/kg if last enoxaparin dose was given 8 to 12 hours earlier; No supplemental IV dose if last

enoxaparin dose was within 8 hours; Use UFH if [ast enoxaparin dose was more than 12 hours ago
» Dosing of UFH: IV bolus of 60 to 100 units/kg to a maximum of 4000 units, followed by an IV infusion of 12 units/kg per hour (maximum 1000 units per hour) adjusted to achieve a goal activated partial

thrombaoplastin time (aPTT) of approximately 50 to 70 seconds (1.5 to 2 times control),
» Dosing of fondaparinux: 2.5 mg intravenously, followed by 2.5 mg subcutaneously every 24 hours. This drug should be aveided in creatining clearance <30 mL/min.

3. For patients not receiving reperfusion therapy, we use enoxaparin or UFH,

» Dosing of enoxaparin: Dose same as for patients treated with fibrinolysis (refer to section 2 above)
» Dosing of UFH: IV bolus of 50 to 70 units/kg to a maximum of 5000 units, followed by an I infusion of 12 units/kg per hour adjusted to achieve a goal aPTT of approximately 50 to 70 seconds (1.5 to 2 times

contral),






