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Abstract
The present article reviews the current and possibility of new biomarkers for intracerebral

hemorrhage (ICH) models. Recent evidence suggests that some ICH-induced brain injury results
from the products of hemoglobin degradation, especially iron. Iron-induced brain damage might
result from oxidation. Oxidative brain damage plays an important role in ICH. Clinical benefits in new
biomarker should require more basic studies before definitive management for acute ICH.
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