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Research advances in diagnosis and treatment of rapidly progressive

dementia associated with autoimmune encephalitis
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[ Abstract] Autoimmune encephalitis(AE) is an important curable cause of rapidly progressive dementia,and early diagnosis and treat—

ment of AE is the key to the improvement of prognosis. This article reviews rapidly progressive dementia associated with AE from the

aspects of epidemiology, pathogenesis,and diagnosis and treatment.
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