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Abstract; Objective To investigate on theory of mind ('ToM} obstacles in paiients with Wilson disease
(WD) patients, and whether in processing theory of mind of the basal ganglia. Method  Thirty-two WD patients
(WD group) and 29 healthy controls ( NC group) were tested by cognitive function, faux pas and basic emotions
recognition (joy, surprise, fear, sadness, disgust, anger) from eye area. The results were compared. Resylts
Corapared with NC group, the scores of mini-mentalstate examination, intelligence quotient (1Q) , verbal fluency test
and digit span test scores in WD group were no statistical difference, but faux pas and psychological state judgment
score were significantly decreased (all P <0.01); the scores of anger, fear and disgust of eye emotion recognition
were significantly decreased (P <0.05 —0.01), and the scores of joy, surprise and sadness were no statistical
difference. Conclusion WD patients have ToM obstacles, and which is possible related o basal ganglia damage.
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