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Table 1. Some Conditions Associated with Moyamoya Syndrome

Chromosomal/Genetic/Metabolic disorder

Neurofibromatosis, Down’s syndrome, Tumer syndrome Glycogen storage disease

Hematological disorders
Sickle cell anemia, Tuberculous meningitis
Neoplasms
Craniopharyngioma, Wilms tumor
Drug abuse
Phenobarbital
Others

Cardiomyopathy, Polycystic kidney, Pulmonary sarcoidosis, Irradiation, Trauma
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