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DIAGNOSIS OF MOGAD: ALL THREE CRITERIA MUST BE FULFILLED

1- First acute/subacute 
clinical event

• Optic neuritis
• Myelitis
• ADEM

• Cerebral syndrome with monofocal or polyfocal deficits
• Brainstem or Cerebellar syndrome
• Cerebral cortical encephalitis

2- Seropositive MOG-IgG 
test result

ADEM phenotype seropositive by fixed- or live-CBA No additional requirement

Non-ADEM phenotype: high seropositive by live-CBA Not additional requirement

Non-ADEM phenotype: low seropositive by live-CBA or
seropositive by fixed-CBA

At least one of the supporting clinical/MRI 
requirements needed A

3- Exclusion of MS, AQP4-IgG associated disease, or any better explanation

A- Supporting clinical /
MRI requirements

Optic Neuritis Bilateral simultaneous clinical involvement; longitudinal optic nerve involvement (>50%); perineural optic 
sheath enhancement; optic disc edema

Myelitis Longitudinally extensive mielitis; central cord lesion; H sign; conus lesion

Brain/ brainstem 
syndromes

Large ill-defined T2-hyperintense lesion/s in supratentorial or infratentorial (brainstem, middle cerebellar 
peduncle) WM; deep GM involvement; cortical lesion with/without lesional and overlying meningeal 
enhancement
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AIM: To identify an optimal oral corticosteroid regimen at onset of MOGAD, which would delay time 
to first relapse while minimising cumulative corticosteroid exposure.

RESULTS: In this study of 109 children/adults with MOGAD, there was evidence that patients treated with at
least 12.5 mg/day (0.16 mg/kg in children) of oral prednisone for at least 3 months had an 
88% reduction in the risk of relapse compared with those who did not receive this regimen. 

CONCLUSION: The optimal dose of 12.5 mg of prednisone daily for a minimum of 3 months 
at the onset of MOGAD delays time to first relapse!!!!









• CAR-T-Zellen: Behandlung von malignen B-Zell-Erkrankungen. 
• T-Zellen werden aus dem Blut des Betroffenen heraussortiert und mit Hilfe eines viralen 

Vektors gentechnisch mit einem chimären Antigenrezeptor (CAR), (z.B. B-Zell-Epitop CD 
19) beladen. 

• Nach Chemotherapie werden die CAR-T-Zellen zurückgegeben. 
• CAR-T-Zellen können expandieren, das Zielantigen erkennen und zerstören. 
• CD19-CAR-T-Zellen wurden erfolgreich bei SLE (Müller et al., 2024), MG und Stiff-Person 

Syndrom (Haghikia et al., 2023) eingesetzt. 
• Erste Behandlungen von insgesamt 5 MS Betroffenen (Konitsioti et al., 2024). 



CAR-T-Zellen-Behandlungsansatz für die Behandlung einer 
schweren NMDAR-Enzephalitis: 



Vielen Dank für Ihre Aufmerksamkeit


