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[Abstract] Objective To provide insight into the clinical manifestation, histopathology characteristics,
diagnostic and therapeutic methods of neuroacanthocytosis. Methods The clinical, auxiliary examination and
pathological data of two patients with neuroacanthocytosis were presented,and the relevant literature was re-
viewed. Results A young male patient had a 9-year history of ingravescent choreiform movement, and his blood
routine examination showed dysmorphic red cells. His sister also had a 3-year history of similar symptoms. Fur-
ther erythrocytic pathological dyeing both showed acanthoid erythrocytes abnormally increased under the light
microscope. The amount of abnormal acanthoid erythrocytes accumulated with the progression of disease, which
revealed a positive correlation with the clinical symptoms. These two cases also showed a familial aggregation
as brother and sister had similar clinical symptoms and pathological staining of erythrocyte. Conclusion Neu-
roacanthocytosis should be considered in young patients with ingravescent choreiform movement and the earli-
est erythrocytic pathological dyeing was required for early diagnosis. There were no effective therapeutic meth-

ods for neuroacanthocytosis and the prognosis is quite poor.
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