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Abstract: The common complication of ischemic brain injury was ischemic brain edema, which was closely related to the function of
the blood-brain barrier (BBB). In vitro studies, which have shown that vascular endothelial growth factor (VEGF) could bind to the
receptor to activate a variety of cell signaling pathways, by inhibiting cell apoptosis, reduce oxidative stress and play a protective role in
the brain. Fulong Antithrombotic Pill, Shenfu Injection, Naotaitong Granule and others traditional Chinese medicine can regulate the
treatment of BBB injury by VEGF regulation. This article reviewde the study progress of VEGF and its related pathways in ischemic
brain injury, and the treatment of BBB injury by Chinese medicine by interventional VEGF and its related pathways, which provide a
theoretical basis for the clinical treatment of cerebral ischemic abnormalities and the development of new drugs.
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