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Abstract .
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Intracranial aneurysms are a common cerebrovascular disease and the leading cause of
subarachnoid hemorrhage. With the development of endovascular interventional techniques, more and more
patients are being treated with stents or flow diverter. For this reason, antiplatelet therapy has become a

routinely administered drug before and after endovascular interventions. This review intends to summarize

the common antiplatelet drug classes, drug mechanisms, platelet function tests and clinical applications.
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