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Research progress on pharmacological effects of baicalin in treatment of cerebral
hemorrhage
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Abstract: Cerebral hemorrhage is the main cause of death and disability worldwide, with a complex pathogenesis. Baicalin is the main
active ingredient in Scutellariae Radix, and can treat cerebral hemorrhage by reducing neuroinflammatory reactions, alleviating
oxidative stress reactions, inhibiting neuronal apoptosis, correcting imbalances of inhibitory amino acid gamma aminobutyric acid
system, and protecting the integrity of the blood - brain barrier. This article summarizes the pharmacological research progress of
baicalin in treatment of cerebral hemorrhage, providing support for the clinical application of baicalin.
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