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CORRECTION

Characteristics and Clinical Implication of White Matter Lesions in Patients With Adult
Moyamoya Disease
Neurology® 2023;101:416. doi:10.1212/WNL.0000000000207573

In the Research Article “Characteristics and Clinical Implication of White Matter Lesions in Patients With Adult Moyamoya
Disease” by Yang et al.,1 the y-axis of Figure 2D should read “Periventricular-to-subcortical ratio.” The editorial staff and
publisher regret the error.
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