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Mechanism of brain edema after intracerebral hemorrhage

Abstract
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and research progress of drug therapy
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Cerebral edema is an inevitable pathophysiological process after intracerebral hemorrhage. It is the most serious
complication after intracerebral hemorrhage and leads to second brain injury in brain tissue after hemorrhage.
Cerebral edema has serious adverse consequences. Increased extracellular fluid leads to increased intracranial
pressure, resulting in impaired neurological function. The pathogenesis of cerebral edema is more and more
complex; only based on pathogenesis and risk factors for symptomatic treatment and elimination of intracranial
hypertension are feasible methods to treat edema. It is necessary to develop new and effective anti-edema drugs.
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