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Abstract: Objective To observe the MRI features of hepatolenticular degeneration ( HLD) with widespread
cortical lesions. Methods  The clinical data of 3 clinical diagnosed HLD patients were analyzed retrospectively.
Results There were | male and 2 females in this group. Their age was among 14 to 18 years old, with the average
age (16.0 £1.6) years old. The courses of disease were from 3 months to 4 years, with an average (2.4 :1.6)
years. All the patients of this group were onset as slurred speech, and their clinical manifestations were mainly
clumsiness, unsteady gait, etc. Brain MRI showed bilateral cortical and subcortical white matter symmetry widely
distributed large flake long T, and long T, abnormal signal, with Flair showed high signal, some mixed signals
simultaneously exist, no enhancement effect; and including two cases of cerebral atrophy and abnormal expansion of
the ventricular system. Conclusions  Addition to the typical MRI findings of patients with lesions in the basal
ganglia, HLD can also occur many parts of the brain involved. For adolescent onset with clinical manifestations of
extrapyramidal symptoms and has widespread cortical lesions in cranial MRI, copper metabolism and other tests are
suggested to be taken to identify the dignosis of HLD.
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