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Abstract :

Objective To improve clinicians' understanding of hereditary Creutzfeldi-Jakob disease (CJD)

patients with visual symptoms at the onset. Methods The clinical data of a patient with Creutzfeldt—

Jakob disease with visual symptoms were collected, and the related literature was searched.

Results A 65-year-old female patient was admitted to the hospital due to color change and

metamorpsia. The patient was treated with acetylglutamine nutrition and the related auxiliary

examinations were completed. The patient was diagnosed as hereditary CJD. Conclusion CJD

patients with metamorphopsia and color change of vision are not common in clinic, and are easy to be

misdiagnosed and missed diagnosed. This case can improve clinicians' understanding of this disease.
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