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IHD represents a group of related entities resulting from 
myocardial ischemia—an imbalance between myocardial 
supply (perfusion) and cardiac demand for oxygenated 
blood.
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Angina pectoris is characterized by paroxysmal and usually 
recurrent attacks of substernal or precordial chest discom-
fort caused by transient (15 seconds to 15 minutes) 

necrosis.
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Vasospasm

Emboli

Uncommon causes

Myocardial Response. 

Coronary Arterial Occlusion. Coronary Arterial Occlusion.

Vasospasm

Emboli





 

Transmural infarctions occur when there is occlusion 
of an epicardial vessel

location, severity, and rate of development of coronary 
obstructions

size of the vascular bed

duration
metabolic and oxygen needs

vascular collateralization
arterial spasm

Other factors,

Patterns of Infarction. 

Knowledge of the areas of myocardium perfused by 

vascular obstructions with their corresponding areas of 
MI.
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Subendocardial (nontransmural) infarctions can occur 
as a result of a plaque disruption followed by a coronary 
thrombus that becomes lysed (therapeutically or spontane-
ously) before myocardial necrosis extends across the full 
thickness of the wall.

Multifocal microinfarction
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Mitochondrial dysfunction:

Myocyte hypercontracture:

Free radicals

Leukocyte aggregation,

Platelet and complement activation
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Oxygen supplementation

Nitrates

.

MI is diagnosed by clinical symptoms, laboratory tests 
for the presence of myocardial proteins in the plasma, 
and characteristic electrocardiographic changes.and characteristic electrocardiographic changes.
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Antiplatelet agents

Anticoagulant therapy

Beta blockers

Prompt reperfusion

Improve myocardial oxygen supply versus demand by 

Early arrhythmia monitoring

Contractile dysfunction.

(cardiogenic 
shock)

Papillary muscle dysfunction.

Right ventricular infarction.

Myocardial rupture.

Arrhythmias.
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Ventricular aneurysm.

Progressive heart failure.

Pericarditis.

(Dressler 
syndrome)  

Chamber dilation.

Mural thrombus.
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