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Pelizaeus-Merzbacher J% (Proteolipid protein; PLP)
18q syndrome (Myelin basic protein; MBP)
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L-2-hydroxyglutaric aciduria
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Alexander J&
Hypomyelination with atrophy of basal ganglia and cerebellum (H-ABC)
Pol Il related leukodystrophies (4H syndrome, ADDH, TACH, LO, HCAHC)
Megalencephalic leukoencephalopathy with subcortical cysts (MLC)
Leukoencephalopathy with vanishing white matter (VWM)
Hypomyelination with congenital cataracts (HCC)
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