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The study of anti-endothelial cell autoantibodies in patients with autoimmune
encephalitis
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We identified the complement 1q (Clg) as a target antigen of the
anti-endothelial cell autoantibodies in the serum samples of patients with neuromyelitis optica
spectrum disorders (NMOSD) by immunoprecipitation using cultured human brain microvascular
endothelial cell as the antigen source, followed by LC/MS/MS analysis. Serum anti-Clg autoantibody
levels during the acute phase of NMOSD patients correlated with the CSF/serum albumin ratio, which
is a marker of brood brain barrier (BBB) integrity. Then, we compared serum anti-Clg autoantibody
levels between the 11 patients with NMDAR encephalitis and 15 healthy subjects. Serum anti-Clq
autoantibody levels in patients with NMDAR encephalitis were significantly higher than those in
healthy subject. We speculate that increased serum anti-Clq autoantibody levels are associated with
BBB permeability, and contribute to pathogenic autoantibody influx into the CNS of autoimmune
encephalitis.
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