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| (Abstract——————————— — —

‘ MRI is highly sensitive in the detection of white matter lesions. MRI pattern recognition

facilitates the diagnostic process and reduces the list of necessary laboratory tests and the
‘ consequent burden for patients and families, and provides important scientific information. ‘
1 The classification of many disorders is likely to change as we gain knowledge and experience. ‘
‘ Nonetheless, this approach will allow the reader to get close to the diagnosis in many cases. }
|
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Fig.1 Deep white matter dominant sparing U-fibers.

alble

Metachromatic Leukodystrophy. 2-year-old girl with mental retardation and hypotonia.

T1 weighted axial (a) image reveals that cerebral white matter diffusely demonstrates slight
low intensity. T2-weighted axial image (b) and FLAIR axial image (c) demonstrate that cerebral
white matter shows diffusely high intensity sparing subcortical U-fibers. On T2-weighted image
(b) , there are linear low intensities running along medullary veins in the high intersity white
matter lesion that account for so- called “Tiger stripes”.
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Fig.2

Subcortical white matter
dominant involving U-fibers.
Galactosemia. 3-year-old girl.
T2-weighted axial images (a,
~ b) demonstrate that there are
' diffuse and scattered high
| intensities in subcortical white
d matter including U-fibers,
while sparing corpus callosum,
internal capsules and corona
radiate.
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Fig.3 Entire diffuse cerebral white matter involvement (involving both U-fibers and deep white matter)
Pelizaeus-Merzbacher disease (connatal form) . 7-year-old girl.
T1-weighted sagittal image (a) reveals that cerebral white matter shows diffuse slightly low
intensity. T2-weighted axial images (b, ¢) demonstrate that cerebral white matter including
U-fibers and deep white matter show diffuse high intensity.

Fig.4 Characteristic initial involvement. alble
Adrenoleukodystrophy. Teenage boy. dl
T1-weighted axial image (a) demonstrates that there are
low intensity areas in bilateral parietal white matter. There
are scattered punctuate high intensities probably reflecting
calcifications in the low intensity area. T2-weighted axial
image (b) reveals that there are symmelrical high intensities
in bilateral parietal white matter. Plain CT (c) demonstrates
that there are symmetrical low density areas in bilateral
parietal white matter. There are scattered punctuate
calcifications in the symmetrical parietal white matter low
intensity lesions. T2-weighted axial image slicing through
pons (d) demonstrates that there are symmetrical high
intensity areas along cortico-spinal tracts.
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Fig.6 Accompanied with contrast enhancement.
Adrenoleukodystrophy. Teenage boy.
There are contrast enhancements in the
peripheral zone of low intensity lesions
an post-contrast T1-weighted axial image.
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Fig.5

Diffuse high intensity on both
T1- and T2 weighted images.
18g-syndrome. 4-year-old girl.
Both T1-weighted axial image
(a) and T2-weighted axial
image (b) demonstrate diffuse
high intensity of cerebral white
matter including U-fibers.
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Fig.7 Accompanied with cysts.

Megalencephalic leukoencephalopathy with subcortical cysts (MLC) .

Male in his forties.

T1-weighted sagittal image (a) demonstrates that cerebral white matter shows
diffuse slight low intensity, with a subcortical cyst noted in the frontal white
matter. Flair axial image (b) reveals thal cerebral white matter shows diffuse high
intensity including U-fibers, with subcortical cysts in bilateral temporal poles.

Fig.8

Accompanied with decreased ADC.
Maple syrup urine disease.
18-month-old girl.

DWI (a) demonstrates that cerebral
white matter, globi pallidi and
brainstem show high intensity.
These areas show decreased ADC
values (b) .
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Fig.9 Cerebellar white matter involvement

Cerebrotendinous xanthomatosis.

Female in her thirties with cerebellar ataxia, spasticity,
and xanthoma in bilateral Achilles tendons.

There are focal lesions in bilateral cerebellar white matter and dentate nuclei. These lesions
show low intensity on T1-weighted axial image (a) and high intensity on T2-weighted axial

image (b).
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