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Dynamics of innate immune cells per se in autoimmune CNS disorders
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Neuromyelitis optica (NMO) is an autoimmune CNS disorder, which is
characterized by aquaporin-4 water channel (AQP4) autoantibodies. Based on our pathological study
using autopsied samples from NMO cases, CNS lesions at initial/early active stages in NMO included
some granulocytes, interleukin-17-producing T cells and macrophages. These data suggest that these
cells might provide initial signals, which induce entry of AQP4 autoantibodies from the outside of
CNS via blood-brain barrier, and contribute active CNS lesions in NMO.
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