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Lamin B1 duplications cause autosomal dominant leukodystrophy. Nature Genetics, 2006, 38, 1114-1123.

Concentric organization of A- and B-type lamins predicts their distinct roles in the spatial
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TUBB4A mutations result in specific neuronal and oligodendrocytic defects that closely match
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Genomic deletions upstream of lamin B1 lead to atypical autosomal dominant leukodystrophy.
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