Cerebral Hemorrhagic Stroke
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Table 1. Major Causes of Intraparenchymal Hemorrgage

Hemorrhagic infarction (embolic and venous)
Hypertensive hemorrhage

Vascular malformations

Intratumoral hemorrhage

Vasculitis

Aneurysm

Mycotic aneurysm

Amyloid angiopathy

Bleeding dyscrasias and anticoagulation therapy




Table 2. Physiologic factors influencing MR intensities of intracranial hemorrhage

Age, site and size of hemorrhage

Local pH, oxygen tension and glucose concentration
Hematocrit and hemoglobin concentration
Temperature

Blood-brain-barrier integrity

Clot formation and retraction
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- Behavior of HEME
« Behavior of PROTEIN (globin, cell debris)
» Behavior of SURROUNDING PARENCHYMA

(vascularity, macrophages, glial cells)

1. Biodegradation of heme
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Table 3. Iron metabolic properties by stages

Hyperacute <24 hrs OxyHb Within RBC Diamagnetism \one
Acute 1-3 days DeoxyHb Within RBC Paramagnetism Weak relaxivity on T2
Subacute
Early 3+ days MetHb Within RBC Paramagnetism Relaxivity on Tl & T2
Late 7+ days MetHb Extracellular Paramagnetism Relaxivity on T1
Chronic 14+ days
Center Hemichrome Extracellular Paramagnetism Weak relaxivity
Rim Hemosiderin  Within macrophase  Superparamagnetism Susceptibility
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3) Subacute stage
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4) Chronic stage
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2. Behavior of proteins
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3. Behavior of surrounding parenchyma
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