Proteome Remodeling Iin a Peptide Immunization Animal Model of Anti-NMDAR Encephalitis
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Anti-NMDAR encephalitis is the most common subtype of autoimmune
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contribute to the identification of potential therapeutic targets for novel therapies
for patients with anti-NMDAR encephalitis and disorders involving antibodies
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1. Peptide immunization and serum/tissue harvest
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2. Qualltatlve Analysis: Western Blot (WB) strips and Cell-Based Assay (CBA)
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Figure 3: Immunization of mice with GIuN1,., ;o= peptide shows positive signal on
Western blot and Cell based assay for GIuN1. (A) Immunization strategy and timeline for
GIluN1,:4 365 and saline (Sham). Mice cohorts were immunized 12 weeks before harvest,
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