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Reclassification of autoimmune epilepsy by novel antibody test
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Summary
Reclassification of autoimmune epilepsy by novel antibody test
Manabu Takaki, Keiko Tanaka, Norihito Yamada, Yuko Okahisa, Shinji Sakamoto

Autoimmune epilepsy is one cause of refractory epilepsy whose patient is not effective to any
epilepsy treatment. The purpose of this study is to establish an autoantibody test which is
important for the diagnosis of autoimmune epilepsy, to investigate the effects of
immunotherapy, and to contribute to the treatment of epilepsy. Anti-NMDA, CASPR2,
AMPA1/2, LGI-1, DPPX, and GABAB antibodies in serum or cerebrospinal fluid of 70 patients
(44 women and 26 men) with epileptic seizures were tested using the EUROIMMUN kit and
the CBA method of NR1/2B co-expression (approved by the Okayama University Ethics
Committee). Autoantibodies were found in 15 patients (21.4%) including NMDA (10), LGI1 (2),
serum NAE (1) , Yo (1) , AQP4 (1) . Each clinical course and response to immunotherapies is
different. There are various pathologies caused by neuronal autoantibodies, including epilepsy,
and the diagnosis of autoimmune encephalitis and epilepsy needs to be made carefully from
various perspectives such as clinical characteristics.
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