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Introduction Materials and Methods
Clinical manifestations in CNS IgG1/4 presence defines CASPR2-IgG1 activate Study Algorithm In vitro experimental model to test antibody dependent- complement
and PNS with relapses and effector profile FcgammaRs and associate cytotoxicity (CDC), cell-phagocytosis (ADCP), cell-cytotoxicity (ADCC)
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Overall NfL were increased ; . NfL at onset inversely
compared to controls in NfL were persistently correlated with MOCA score Concomitant presence of ADCP and ADCC associated with higher mRS and CASE score at 1

LGI1/CASPR2-AD increased at follow-up at follow-up year follow-up

1) We implemented a new and simple to use in vitro assay to test ADCC and ADCP in autoantibody mediated disease.

2) CASPR2/LGI1-IgG titers could be useful to define the disease phase (especially relapses). Conversion to negative might be helpful to
assess relapse risk. Elevated Nfl reflects increased axonal damage and might represent a useful prognostic biomarker. ADCP and ADCC are
kprominent effector functions in CASPR2-AD (and as a novelty in LGI-AD) and might be useful biomarkers to orient treatment strategies Yy
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