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is increasing. Although the association with the myelin sheath is said to be deep, no detailed study on
the extent of myelin and conditions is available. We evaluated the reversibility of demyelination by
ultra-high magnetic field diffusion MRI and immunohistochemistry in mouse models that were ad-
ministered cuprizone. DTI sensitively detected and correlated the changes in the actual brain struc-
ture with the changes in the myelin sheath. It was not affected by the difference in the states of the
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For a comprehensive study of neurological structure, the value of the evaluation method using DTI

brain caused by demyelination and remyelination.
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