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Abstract:
tolenticular degeneration (also known as Wilson disease, WD) and epilepsy, and to identify the neuroimaging risk factors
for seizures in WD patients. Methods

Objective  To investigate the cranial magnetic resonance imaging (MRI) features of patients with hepa-
A total of 69 WD patients with epilepsy who were hospitalized in Affiliated Hospi-
tal of Neurology Institute, Anhui University of Chinese Medicine, from January 2018 to November 2025 were enrolled as
study group, while 80 WD patients without seizures, matched for sex and age, during the same period of time were ran-
There were 69
WD patients (43 male patients and 26 female patients) in the study group, with a mean age of (29. 46+8. 58) years at the

domly selected as control group. Cranial MRI findings were compared between the two groups. Results

time of attending the hospital, and all these patients had abnormal electroencephalogram (EEG) findings. There were no
significant differences between the two groups in age of onset, disease duration, WD subtype, and serum copper. Cranial
MRI showed that the putamen was the most common site of brain injury (47 patients, 68. 1%), followed by the frontal lobe
(40 patients, 58. 0% ) and the parietal lobe (31 patients,44.9%), and there was a significantly higher probability of epi-
While the puta-

men is the most common site of brain injury in WD patients with epilepsy, frontal or temporal lobe injuries are neuroimag-

lepsy in patients with abnormal lesions in the frontal, temporal, or parietal lobes (P<0. 05). Conclusion

ing risk factors for seizures in such patients.
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