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Research progress on protective effect of bilobalide on cerebral ischemia injury

TANG Yongxin, LI Huiqin
Chengdu Baiyu Pharmaceutical Co., Ltd., Chengdu 610000, China

Abstract: Bilobalide is an important active ingredient of Ginkgo preparations against cerebral ischemia extracted from Ginkgo biloba
leaves. The protective effect of bilobalide on cerebral ischemic injury is dose-dependent and time-dependent. The main protective
mechanism of bilobalide on cerebral ischemia injury is improving the energy metabolism of cerebral tissue after ischemia,
anti-inflammatory immune injury, anti-excitatory amino acid neurotoxicity, inhibition of neuronal apoptosis, promoting neuronal
proliferation and differentiation, alleviating encephaledema, and improving cerebral circulation disorder. Bilobalide can fully target
various pathological processes of cerebral ischemia injury. This review explores research progress on the effect and mechanism of
bilobalide on the protection of cerebral ischemia injury.
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