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Acute coronary syndrome is a term that encompasses both

unstable angina and myocardial infarction.

Unstable angina is characterised by new-onset or rapidly worsening

angina (crescendo angina), angina on minimal exertion or angina at

rest in the absence of myocardial damage.

Myocardial infarction differs from unstable angina, since there is

evidence of myocardial necrosis. The term acute myocardial infarction

(MI) should be used when there is evidence of myocardial necrosis in a

clinical setting consistent with acute myocardial ischaemia.

Acute coronary syndrome may present as a new phenomenon in

patients with no previous history of heart disease or against a

background of chronic stable angina.

The risk markers that are indicative of an adverse prognosis

include recurrent ischaemia, extensive ECG changes at rest or

during pain, raised troponin I or T levels, arrhythmias and

haemodynamic complications (hypotension, mitral regurgitation)

during episodes of ischaemia.

Careful assessment and risk stratification are important because

these guide the use of more complex pharmacological and

interventional treatments



Pathogenesis

Acute coronary syndrome almost always occurs in patients who

have atherosclerosis.

The culprit lesion that precipitates the acute event is usually a complex

ulcerated or fissured atheromatous plaque with adherent platelet-rich

thrombus and local coronary artery spasm.

These vascular changes during an acute coronary syndrome are

dynamic, such that the degree of obstruction may either increase,

leading to complete vessel occlusion, or regress due to the effects of

platelet disaggregation and endogenous fibrinolysis. In acute MI,

occlusive thrombus is almost always present at the site of rupture or

erosion of an atheromatous plaque.

The thrombus may undergo spontaneous lysis over the course of the

next few days, although, by this time, irreversible myocardial damage

has occurred. Without treatment, the artery responsible for the MI

remains permanently occluded in 20–30% of patients.

Since the process of infarction progresses over several hours, most

patients present when it is still possible to salvage myocardium and

improve outcome.



Clinical features 

The differential diagnosis of acute coronary syndrome is wide and includes

most causes of central chest pain or collapse.

Chest pain at rest is the cardinal symptom but breathlessness, vomiting and

collapse are also common features.

The pain occurs in the same sites as angina but is usually more severe and

lasts longer; it is often described as a tightness, heaviness or constriction in

the chest.

In acute MI the pain can be excruciating, and the patient’s expression and

pallor may vividly convey the seriousness of the situation.

Most patients are breathless and, in some, this is the only symptom. Painless

or ‘silent’ MI may also occur and is particularly common in older patients or

those with diabetes mellitus. If syncope occurs, it is usually caused by an

arrhythmia or profound hypotension.



Vomiting and sinus bradycardia are often due to vagal stimulation and are

particularly common in patients with inferior MI. Nausea and vomiting may also

be caused or aggravated by opiates given for pain relief.

Sometimes infarction occurs in the absence of physical signs.

Sudden death, from ventricular fibrillation or asystole, may occur immediately

and often within the first hour. If the patient survives this most critical stage, the

liability to dangerous arrhythmias remains, but diminishes as each hour

goes by.

It is vital that patients know not to delay calling for help if symptoms occur.

Complications may occur in all forms of acute coronary syndrome but have

become less frequent in the modern era of immediate or early coronary

revascularisation





Complications:

• Arrhythmias

• Recurrent angina

• Acute heart failure

• Pericarditis

• Dressler’s syndrome

• Papillary muscle rupture

• Ventricular septum rupture

• Ventricular rupture

• Embolism

• Ventricular remodelling

• Ventricular aneurysm



Investigations:

Electrocardiogram:









IS THERE IS A TIMING FOR ECG 

CHANGES IN STEMI???



Cardiac Biomarkers:

WHAT ABOUT RECURRENT MI?



Echocardiography

RWMA

ventricular function

detecting important complications, such as mural thrombus, cardiac

rupture, ventricular septal defect, mitral regurgitation and pericardial

effusion

Coronary Angiography

Treatment:

1-REVASCULARIZATION 

2- MEDICAL THERAPY

ACCORDING TO TYPE OF ACS

STEMI VS NSTEMI VS UA



WHY?




