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Research progress on pharmacological effects of hirudin in prevention and
treatment of cerebral hemorrhage
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Abstract: Cerebral hemorrhage is one of the major diseases threatening human health because of its rapid onset, rapid progression,
and poor prognosis. Hirudin is a peptide isolated from the salivary glands of Hirudo niponica Whitman. Hirudin can play a prevention
and treatment role in cerebral hemorrhage by inhibiting thrombin activity, inhibiting cell apoptosis, reducing oxidative stress reaction,
reducing inflammatory reaction, inhibiting the expression of aquaporin 4, inhibiting the upregulation of glial fibrillary acidic protein,
inhibiting platelet reactive protein expression, and regulating the activity of Na™-K* ATPase. This article reviews the pharmacological
research progress of hirudin in prevention and treatment of cerebral hemorrhage, providing a basis for the clinical treatment of cerebral
hemorrhage with hirudin.
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