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Abstract: Ginkgolides is one of the important medicinal ingredients in ginkgo. An abundance of studies verify that ginkgol—
ides does work in both treatment and prevention of cerebrovascular diseases. This review analyzed decades documents about exper—
imental researches of ginkgolides. Various cerebral — ischemia models show that ginkgolides has great cerebral protective effects. It
can significantly improve neurological symptoms relieve cerebral edema and reduce the volume of cerebral infarction. It plays an
important role in preventing injury of cerebral ischemia by different ways such as inhibiting inflammation anti — oxidation protec—
tion improving energy metabolism and resisting the release of excitatory amino acid.
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