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Learning objectives

1. In autoantibody-mediated diseases, the antibodies target
extracellular epitopes

2. During B cell development, naive B cells evolve to acquire memory
for antigens

3. Autoantibody generation can occur by contrasting mechanisms
involving germinal centres and/or long lived plasma cells

4. Autoantibody levels are higher in the periphery than in the CSF

5. The CNS is no longer considered ‘immune privileged’, with clear
afferent and efferent limbs
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Two contrasting hypotheses of
autoantibody production
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