Neurocritical care management of the aneurysmal subarachnoid

hemorrhage
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Aneurysmal subacrachnoid hemorrhage (aSAH) is one of the most frequent disease admitted to a neuro intensive care unit, which
needs care by a multidisplinary team consisted of neurologist, neurointerventionist, and neurosurgeon. The preventive and urgent
treatment of delayed cerebral ischemia (DCl) and secondary cerebral ischemia is important in improving a clinical outcome of the
disease. The purpose of this review is to introduce the practical management of aSAH in regard to rebleeding prevention, intra-
vascular volume status management, vasospasm and DCl management, hydrocephalus management based on the current guidelines.
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