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Case Diagnosis: Seronegative Neuromyelitis Optica Specturm Disorder

Case Description: The patient was a 11-year-old otherwise healthy male presented following a
week of intermittent non-specific symptoms including lower extremity weakness. On
presentation, the patient was tachypneic and exhibited an ataxic gait. Lower extremity weakness
was progressive, and he developed urinary retention. Course was complicated by respiratory
fallure secondary to diaphragmatic paralysis followed by dense paraplegia with neurogenic
bowel/bladder, and visual impairment. MRI showed bilateral optic neuritis and lesions in the
bilateral basal ganglia, cerebral peduncles and hydrocephalus. CSF studies were significant for
elevated protein and inflammatory markers and negative for anti-aquaporin 4 antibody (AQ4ab).
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Conclusions: NMOSD is treated with high dose immunosuppression during acute relapses
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