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e Neuromyelitis optica (NMO) and myelin oligodendrocyte Pattern of cognitive dysfunction Twenty five percent of NMO and MOGAD patients experienced CD,
glycoprotein antibody-associated disease (MOGAD) present however, <1% is diagnosed with MCI by formal testing.
with optic neuritis, transverse myelitis and brain syndromes'=. NMO/MOGAD Cognitive functions * Multiple cognitive functions including language, memory and executive
e Cognitive dysfunction (CD) in NMO and MOGAD is not well Total (n=245) e Language function were impacted in NMO and MOGAD patients.
recognized and understood?. r—— iomplamts * Confrontation/ set shifting « pTau-181 and ApB40 expression were significantly lower in the plasma of
e Our recent work showed ~ 30% of NMO patients experience 26% (n=63) « Verbal memory NMO and MOGAD patients compared to that of SPMS patients.
mild to moderate CD. We also observed pain, neurologic " e Sustained attention « Ap42 and Ap42/ AB40 expression were low in the plasma of NMO,
disability, immune therapy, level of education, and Neuropsychological testing + Auditory attention MOGAD and SPMS patients.
race/ethnicity directly influenced cognitive function, whereas (n=12,NMO=51, MOGAD=7) . Concentration  pTlau-181, AB40, and APB42 expression did not change with age or
gender, relapse rate, lesion location, serological status did not®. Completed testing ) orobl i disease duration in NMO and MOGAD unlike in SPMS.
e The pattern and mechanism of CD in NMO and MOGAD in 60% (n=8) Novel probiem 59 ving
.relatio.n to other neuro degenerative disorders have not been S Normal range SDpcIeed (d)f prolclessmg Conclusion and Future Directions
investigated. 25% (n=2) 75% (n=6) clayed reta

] ] - | | N | * A quarter of NMO and MOGAD patients experience cognitive symptoms.
()bjectwe Table 1 Flow chg_rt qf Cognltlve evaluation Table 2. Defective cognitive domains Multiple domains are impacted on cognitive testing, however,
MCI, minimal cognitive impairment. only a small subset meet the diagnosis of cognitive impairment.
« CD in NMO and MOGAD does not appear to have a strong association

1. To investigate the pattern of CD in NMO and MOGAD patients

Investigation of molecular pathways involved in CD

using neuropsychological testing. | | | with Tau and Amyloid pathology based on blood biomarkers.
2. To investigate the molecular pathways involved in CD in NMO ‘:‘ plgu- B. AB40 C. Ap42 D. AB42/AB40 » Long-term follow up and correlative clinical, imaging and biomarker
and MOGAD. . [8'1 | 20 0,15 studies in combination with immunological assays will shed light on the
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