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Abstract: The etiology and pathogenesis of Moyamoya disease (MMD) are unknown, and its clinical manifestations are ischemic or hemorrhagic stroke,
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headache, epilepsy, or transient ischemic attack.Cerebral angiography is the best method to diagnose MMD, but with the advancement of technology,
non-invasive techniques are increasingly used to accurately evaluate MMD.Surgery, as a treatment method for MMD, has a definite effect, but the best
surgical method is still inconclusive.This article reviews the epidemiology, pathogenesis, diagnosis, clinical features, and treatment of MMD, aiming to

provide a reference for the clinical treatment of the disease.
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