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Bolded words are present in the MOGlossary 

1. Overview & Epidemiology 

Overview 

Myelin oligodendrocyte glycoprotein antibody-associated disease (MOGAD) is a rare inflammatory disease of the central nervous system (CNS). 

In MOGAD, the immune system attacks the protective coating around nerve fibers, called myelin, leading to damage in areas like the optic 

nerves, brain, and/or spinal cord1. 

 How does MOGAD Develop?  

While the exact cause of MOGAD is unknown, it is thought to be caused by autoantibodies known as myelin oligodendrocyte glycoprotein 

immunoglobulin G (MOG-IgG), which are antibodies in the immune system that mistakenly target healthy proteins in the body2. In MOGAD, 

these autoantibodies cause damage to healthy MOG proteins on the outer protective surface of nerve cells, leading to demyelination1,3. 

Demyelination can be compared to a power cord on a lamp short-circuiting when its protective plastic coating is stripped away. Without this 

insulation, the flow of electricity is disrupted, causing the lamp to flicker or fail to work. Similarly, in MOGAD, the loss of myelin impairs nerve 

signal transmission, leading to disruptions in nerve function4.  

Recently, doctors have recognized that MOGAD is a distinct disease, separate from other neurological conditions like Neuromyelitis Optica 

Spectrum Disorder (NMOSD), Chronic Relapsing Inflammatory Optic Neuropathy (CRION) and Multiple Sclerosis (MS). Although these 

conditions can have similar symptoms, improved testing for MOG antibodies has made it easier to accurately diagnose MOGAD and tell it apart 

from other demyelinating diseases of the CNS5-6.  

 Who is Affected by MOGAD? 

Prevalence and incidence of MOGAD is still being studied, and the exact numbers can vary by region. However, research from different parts of 

the world shows that MOGAD is relatively rare. Estimates suggest that about 1.3 to 2.5 people per 100,000 have MOGAD, and each year, there 

are around 3.4-4.8 new cases per million people7.  

Although MOGAD affects both men and women, and can happen at any age, it most commonly presents in those 28-30 years of age7. Around 

30% of MOGAD cases occur in children, making it one of the more common causes of acquired central nervous system (CNS) demyelinating 

syndromes in young people8. Currently, unlike MS and NMOSD, MOGAD shows no clear racial preponderance or strong human leucocyte antigen 

associations, though further research is needed on how ethnicity may influence MOGAD expression8,9. As doctors become more familiar with 

MOGAD and testing becomes more widely available, it's likely that more cases will be diagnosed in the future7. 
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2. Signs & Symptoms 

MOGAD typically presents as a sudden onset of symptoms, referred to as an acute attack, which can vary in type and severity. It can also vary in 

how it presents over one’s lifetime, where it can be multiphasic (relapsing) or monophasic10,11,12.  

• Multiphasic: characterized by recurrent attacks following the initial episode  

• Monophasic: an individual experiences only a single attack throughout their lifetime13.  

Monophasic classification represents approximately 50% of MOGAD cases. Emerging research suggests that young adults (below the age of 40) 

have a higher risk of relapse compared to those above the age of 408,14. However, the classification of MOGAD as monophasic has recently been 

challenged, and further research is needed. It is suggested that MOGAD may predominantly be a relapsing disease when observed over a longer 

follow-up period, with the monophasic nature of some individuals possibly being an artifact of insufficient observation time8.  

Individuals with MOGAD may have varying levels of MOG-IgG over time, and higher titers are associated with a higher likelihood of an accurate 

diagnosis, as these elevated levels are more detectable in tests15,16. Increased MOG-IgG titers enhance diagnostic sensitivity, helping differentiate 

MOGAD from other demyelinating conditions15,16. Additionally, fluctuations in MOG-IgG levels can reflect disease progression and treatment 

response, providing valuable insights into disease activity and guiding therapeutic decisions15,16,17.  

In children, ADEM is the most common clinical presentation, while ON and myelitis are more commonly observed in adults11. In addition to these 

symptoms, fatigue is a significant and debilitating aspect of MOGAD31. Factors such as older age, bilateral optic neuritis (ON), other existing 

health conditions (comorbidities), and ongoing disease activity can worsen the severity of fatigue31. Furthermore, individuals living with MOGAD 

often show decreased visuomotor processing speed (such as difficulty reading or writing) and semantic fluency (such as difficulty with word 

retrieval), both of which correlate with the presence of cerebral lesions32. Uhthoff's phenomenon is a temporary (less than 24 hours), worsening 

of neurological symptoms related to a demyelinating disorder such as MOGAD. This may occur when the bodies core temperature increases due 

to prolonged exposure to excessive heat (e.g., from hot weather, exercise, fever, saunas, or hot tubs)33.  

3. Diagnosis  

Diagnosing MOGAD based on symptoms alone can be challenging due to the similarities with NMOSD, CRION and MS10. To establish a diagnosis, 

these other conditions must be excluded. Many individuals living with MOGAD may have previously been misdiagnosed with atypical MS or 

seronegative NMOSD or CRION, however are now considered to have MOGAD with a distinct clinical presentation8. This requires a careful 

differential diagnosis using clinical symptoms, laboratory results, and imaging findings. Prompt testing, especially in the acute phase of the 

disease, is critical for an accurate diagnosis and timely treatment, which can help improve outcomes for individuals living with MOGAD34. For 
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more information on the diagnostic criteria please visit the following page: https://mogproject.org/demystifying-the-diagnosis-of-mogad-take-

home-points-for-patients-from-the-2023-international-mogad-panel-proposed-diagnostic-criteria/  

MOG-IgG Testing: 

The most important criterion for MOGAD diagnosis is the presence of MOG-IgG antibodies. These antibodies can be detected in blood or 

cerebrospinal fluid (CSF), and their presence is a key marker for MOGAD. Below are key points related to the testing process for these 

antibodies: 

• Serum testing is the most common method 

• The live cell-based assay is the gold standard for testing MOG-IgG levels yet must be done prior to any treatment5.  

• MOG-IgG levels may decrease over time following an acute attack, which can result in false negative results. 

o For this reason, testing should be performed promptly after the onset of symptoms and repeated if necessary35.  

• CSF analysis may be useful when blood tests yield inconclusive results 

o MOG-IgG has been found in CSF of 12% of individuals who are seronegative yet present with symptoms of MOGAD, however 

this presence may be indicative of a more severe clinical presentation36,37,38.  

However, the presence of MOG-IgG antibodies alone is not sufficient for a diagnosis, as antibody levels can fluctuate over time, and low levels 

may result in false-positives or negatives15.  

Imaging: 

• Magnetic Resonance Imaging (MRI) is crucial in assessing inflammation and/or lesions in the optic nerves, spinal cord, and brain, which 

are commonly seen in MOGAD5. 

o However, in about 10% of cases, MRI findings may initially appear normal at the onset of symptoms, even when individuals living 

with MOGAD experience significant clinical disability and repeat MRI after days/weeks may be necessary39.  

• Optical coherence tomography (OCT) is often performed for evaluating optic nerve damage, which allows for direct visualization of the 

nerve's condition.  

• Visual field testing can also be used to detect blind spots or other visual impairments caused by optic neuritis5,40.  

4. Treatments- Acute and Preventative Care  

https://mogproject.org/demystifying-the-diagnosis-of-mogad-take-home-points-for-patients-from-the-2023-international-mogad-panel-proposed-diagnostic-criteria/
https://mogproject.org/demystifying-the-diagnosis-of-mogad-take-home-points-for-patients-from-the-2023-international-mogad-panel-proposed-diagnostic-criteria/
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Although there are currently no FDA-approved treatments specifically for MOGAD, various therapies can help manage symptoms, reduce 

relapses and control inflammation5. Treatment strategies vary depending on whether the individual is in the acute phase or needs long-term 

preventive care. 

Acute Treatment  

During the acute phase, the primary goal is to reduce inflammation and prevent further damage by targeting and lowering the levels of MOG-

IgG antibodies. High-dose corticosteroids are typically the first-line treatment, administered either orally or intravenously. These steroids work 

by suppressing the immune system and reducing inflammation. However, prolonged use of corticosteroids can lead to steroid dependency and 

other side effects such as weight gain, elevated blood pressure, elevated blood sugar, cataracts, insomnia, osteoporosis, edema, heart rhythm 

abnormalities, muscle atrophy and more5,40. As such, after the initial acute attack, steroid tapering may be performed to gradually reduce the 

dosage of corticosteroids to minimize side effects while continuing to suppress inflammation. Steroid tapering must be done carefully to avoid a 

rebound increase in inflammation. 

In some cases, additional treatments may be used in combination with or in place of steroids.  This may include:  

• Plasma exchange (PLEX/ plasmapheresis) can be performed to remove harmful MOG-IgG antibodies from the blood, offering additional 

immune modulation5,41. For risks/ side effects of PLEX, please see the following resources: 

o https://my.clevelandclinic.org/health/treatments/24197-plasmapheresis-plasma-exchange#risks-benefits  

o https://www.medicalnewstoday.com/articles/321451#risks-and-side-effects  

• Corticosteroids help reduce inflammation and supress the immune response from the acute attack5,40. For the risks/ side effects of 

corticosteroids, please see the following resources: 

o https://my.clevelandclinic.org/health/treatments/corticosteroids-glucocorticoids#risks-benefits  

o https://www.mayoclinic.org/steroids/art-20045692  

• Intravenous immunoglobulin (IVIG) involves infusing antibodies from healthy donors. The mechanism of action of IVIG is not fully 

understood but is thought to involve enhanced clearance and interference with MOG antibodies, as well as modulation of the immune 

response5,42. For the risks/ side effects of IVIG, please see the following resource: 

o https://www.verywellhealth.com/intravenous-immunoglobulin-ivig-therapy-8643506#toc-side-effects-of-ivig  

 

Preventative Treatment  

https://my.clevelandclinic.org/health/treatments/24197-plasmapheresis-plasma-exchange#risks-benefits
https://www.medicalnewstoday.com/articles/321451#risks-and-side-effects
https://my.clevelandclinic.org/health/treatments/corticosteroids-glucocorticoids#risks-benefits
https://www.mayoclinic.org/steroids/art-20045692
https://www.verywellhealth.com/intravenous-immunoglobulin-ivig-therapy-8643506#toc-side-effects-of-ivig
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For individuals living with MOGAD who have a history of relapse, preventive treatments are typically recommended to avoid further relapses 

and minimize the risk of long-term disability.  

After a first MOGAD attack, the decision to initiate long-term, preventive therapy depends on how the individual responds to acute treatment, 

the level of damage from the initial attack, and the risk for further relapses. In about 33% of individuals living with MOGAD, it is a one-time 

occurrence, with only one attack in their lifetime5,8,15. If the response to acute treatment after an initial attack is complete and MOG-IgG levels 

are undetectable, doctors may opt to delay long-term treatment until a second attack occurs. However, if the response to treatment is 

incomplete, and MOG-IgG levels remain elevated, immunomodulators may be recommended to prevent further relapses and minimize the risk 

of long-term disability. While there is no defined biomarker indicative of relapse in MOGAD, some physicians may recommend not to risk a 

second attack and initiate preventative treatment to avoid further damage. Risks of adverse effects from immunosuppressive therapies also need 

to be taken into consideration. These discussions should be individualized, and shared decision making between the physician and the patient is 

essential. Treatments to prevent MOGAD relapses may include:  

• Immunomodulators such as mycophenolate mofetil, rituximab43, tocilizumab and azathioprine40,44. These are used to reduce 

inflammation and prevent future attacks. For more information regarding the efficacy and side effects of immunomodulators, please see 

the following resources:  

o Mycophenolate mofetil:  

▪ Efficacy: https://www.neurology.org/doi/full/10.1212/NXI.0000000000000705  

▪ Side effects: https://www.webmd.com/drugs/2/drug-4068-2108/mycophenolate-mofetil-oral/mycophenolate-mofetil-

oral/details  

o Rituximab:  

▪ Efficacy: https://pmc.ncbi.nlm.nih.gov/articles/PMC9728038/#abstract1  

▪ Risks/ side effects: https://www.drugs.com/rituximab.html#side-effects  

o Tocilizumab:  

▪ Efficacy: https://pmc.ncbi.nlm.nih.gov/articles/PMC8596357/  

▪ Side effects: https://www.mayoclinic.org/drugs-supplements/tocilizumab-intravenous-route-subcutaneous-

route/description/drg-20073821  

o Azathioprine:  

▪ Efficacy: https://journals.sagepub.com/doi/pdf/10.1177/17562864211054157  

▪ Side effects: https://my.clevelandclinic.org/health/drugs/9407-azathioprine  

https://www.neurology.org/doi/full/10.1212/NXI.0000000000000705
https://www.webmd.com/drugs/2/drug-4068-2108/mycophenolate-mofetil-oral/mycophenolate-mofetil-oral/details
https://www.webmd.com/drugs/2/drug-4068-2108/mycophenolate-mofetil-oral/mycophenolate-mofetil-oral/details
https://pmc.ncbi.nlm.nih.gov/articles/PMC9728038/#abstract1
https://www.drugs.com/rituximab.html#side-effects
https://pmc.ncbi.nlm.nih.gov/articles/PMC8596357/
https://www.mayoclinic.org/drugs-supplements/tocilizumab-intravenous-route-subcutaneous-route/description/drg-20073821
https://www.mayoclinic.org/drugs-supplements/tocilizumab-intravenous-route-subcutaneous-route/description/drg-20073821
https://journals.sagepub.com/doi/pdf/10.1177/17562864211054157
https://my.clevelandclinic.org/health/drugs/9407-azathioprine
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• Intravenous immunoglobulin (IVIG) or subcutaneous immunoglobulin (SCIG), which involves regular infusions of antibodies from 

healthy donors45. These treatments help neutralize MOG antibodies and decrease the immune response that triggers relapses, proving 

highly effective when administered at the correct dosage and interval5,46,47.  

• Low-dose oral corticosteroids may be used for short periods following an attack and are sometimes taken in low doses long-term to 

prevent relapses in adults, though this treatment is not typically prescribed for children given the risks for adverse effects5,46.  

Long-term management of MOGAD often involves a combination of these therapies to balance controlling inflammation and minimizing the side 

effects of chronic treatment5. Individuals living with MOGAD are unresponsive to conventional MS therapies like interferon beta and glatiramer, 

making accurate MOGAD diagnosis crucial for effective treatment44.  

Ongoing Clinical Trials (As of February 2025) 

Several promising treatments are currently being investigated in clinical trials. These treatments include:  

• Neonatal Fc receptor inhibitor (FcRn), rozanolixizumab. By blocking FcRn, which normally helps preserve MOG-IgG antibodies in the 

body, rozanolixizumab accelerates the degradation of MOG-IgG antibodies, thereby reducing the immune response48,49. 

Rozanolixizumab is currently in Phase 3 of clinical trials1.  

o Rozanolixizumab (cosMOG): This randomized, double-blind, placebo-controlled, multicenter study is designed to assess the 

efficacy and safety of rozanolixizumab in adult patients aged 18 to 89 with at least one relapse in the past 12 months. The study 

will include 104 participants worldwide and began on February 2, 2022, with an expected completion date of July 1, 2027. 

For more details: https://mogproject.org/clinical-trials/#cosmog 
• IL-6 receptor targeted drugs, satralizumab and tocilizumab, which work to suppress the immune response involved in MOGAD attacks. 

These are in Phase 3 and Phase 2/3 of clinical trials, respectively50,51,52,53.  

o Satralizumab (METEOROID): This randomized, double-blind, placebo-controlled, multicenter study aims to evaluate the efficacy, 

safety, pharmacokinetics, and pharmacodynamics of satralizumab in patients aged 12 years or older with a confirmed diagnosis 

of MOGAD. Eligible participants must have experienced at least one relapse in the past 12 months or at least 2 attacks in the 

past 24 months. The trial, involving 152 participants worldwide, began on August 30, 2022, and is set to conclude on December 

31, 2028. 

For more details: https://mogproject.org/clinical-trials/#meteoroid 

o Tocilizumab (TOMATO): This randomized, controlled multicenter study aims to evaluate the safety and efficacy of tocilizumab in 

patients aged 12 years or older with a confirmed diagnosis of MOGAD. Eligible participants must have experienced at least one 



  

  
Copyright 2025 The MOG Project 

relapse in the past 12 months or at least 2 attacks in the past 24 months. The trial, involving 102 participants in China, began on 

July 9, 2024, and is set to conclude on July 1, 2026.  

For more details: https://clinicaltrials.gov/study/NCT06452537?intr=tocilizumab&cond=MOGAD&rank=1  

 

5. Prognosis and Understanding Relapsing Disease 

The prognosis for individuals with MOGAD can vary significantly, making it difficult to predict the likelihood of relapses, their severity, and the 

extent of recovery following subsequent attacks11. While it’s suggested that approximately 67% of individuals experience relapses, it is uncertain 

who will relapse or when these relapses might happen8. Understanding relapse patterns is crucial for managing the long-term course of the 

disease and improving patient outcomes. 

Risk Factors for Relapse 

Tracking relapse patterns over time is crucial for assessing the progression of MOGAD, as accumulated disability is believed to result from 

relapses rather than continuous progression8. Certain factors have been associated with an increased risk of relapse in individuals living with 

MOGAD: 

• Age: Older children17.  

• Gender: Female54.  

• Ethnicity: Hispanic/Latino54.  

• Initial symptoms: Individuals presenting with ON as an initial symptom17.  

o Presence of the non-p42 epitope in patients particularly with an ON phenotype is the first serological marker that may be 

indicative of relapse55.  

• Seropositivity: Persistent seropositivity (the presence of MOG-IgG antibodies) in blood tests after an acute attack may indicate a higher 

risk of relapse in some individuals15,17. However, patients who become seronegative can return to seropositive and experience an attack, 

and some patients who remain seropositive do not have relapses56.  

Importance of Early Diagnosis and Relapse Management 

Getting an early diagnosis of MOGAD and prompt treatment following the first attack is crucial for preparing individuals living with MOGAD for 

the possibility of future relapses57,58. MOGAD attacks, especially those involving the spinal cord (myelitis and ADEM), can cause significant 

https://clinicaltrials.gov/study/NCT06452537?intr=tocilizumab&cond=MOGAD&rank=1


  

  
Copyright 2025 The MOG Project 

neurological damage that may be permanent, leading to long-term disability12. Individuals living with MOGAD who experience myelitis during 

their initial attack are at higher risk of enduring long-term functional impairments12.  

For individuals at high risk of relapse, ongoing preventive treatment, such as those described above, have been shown to reduce the likelihood 

of future relapses54. Interestingly, ON is the most common symptom observed during relapse, regardless of the symptoms during the initial 

attack40.  

Early intervention and prompt treatment during relapses can help prevent new and permanent damage to the nervous system, which in turn 

may minimize long-term disability and improve the overall prognosis for individuals living with MOGAD. In some instances, this swift treatment 

allows patients to recover partially or entirely back to their pre-attack baseline57.  

A pseudo-relapse in MOGAD refers to the temporary recurrence or worsening of neurological symptoms, often triggered by external factors such 

as heat, stress, infections, or other physical or emotional stressors. Unlike true relapses, pseudo-relapses are characterized by their transient 

nature, with symptoms fluctuating in severity and typically improving within 24-48 hours. Clinically, pseudo-relapses can be distinguished from 

genuine relapses by the absence of new or worsening lesions on MRI, indicating that they do not reflect disease progression. However, physicians 

must exercise caution in making this distinction if there is an exam change, as relapses can occasionally occur despite negative MRI findings59. 

Pseudo-relapses are thought to result from factors that exacerbate existing symptoms without triggering active inflammation or demyelination 

in the central nervous system (CNS). 

 

Impact on Quality of Life 

Being diagnosed with MOGAD can affect an individual’s quality of life (QoL). The physical symptoms of an attack, such as vision impairment, 

mobility issues and weakness can interfere with daily activities and limit a person's independence. These limitations may affect an individual 

living with MOGAD’s ability to: 

• Maintain employment 

• Manage personal care 

• Engage in social or recreational activities 

In addition to the physical impact, mental health challenges are common among individuals living with MOGAD. Studies have found that these 

individuals may experience heightened: 
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• Anxiety60 

• Depression60 

• Fatigue31 

• Cognitive difficulties60  

• Social isolation60   

These psychological and emotional burdens often compound the physical challenges of the disease, making effective management of MOGAD 

essential not just for preventing relapses, but also for improving overall well-being. 

Please see these helpful resources to support living with MOGAD:  

• Education:  

o Disease Information: https://mogproject.org/resources/ 

o Facts Sheets, Patient Brochure, Diagnosis Deep Dive and IVIG/SCIG help: https://mogproject.org/resources/fact-and-information-

sheets/ 

o Clinical Trial Education: https://mogproject.org/clinical-trials/ 

o MOGlossary of terms for MOGAD: https://mogproject.org/resources/moglossary/ 

o Educational videos and Q&A webinars: https://mogproject.org/resources/podcasts/ 

o MOGmentum infographic learning series: https://mogproject.org/resources/mogmentum/ 

o Resources for the Blind and Visually Impaired: https://mogproject.org/resources/for-the-blind/ 

o Rocket Surveys: https://mogproject.org/rocket-surveys 

• Support: 

o Support Groups: https://mogproject.org/community/support-groups/ 

o Connections to Facebook Support Groups: https://mogproject.org/community/connect/ 

• Community: Stories and Fun Events 

o Community Page: https://mogproject.org/community/ 

o MOG Blog: https://mogproject.org/mog-blog-2/ 

• Collaborative Partner Resources: 

o Siegel Rare Neuroimmune Association: https://wearesrna.org/ 

o Guthy Jackson Charitable Foundation: https://guthyjacksonfoundation.org/ 

o NMO France Association: https://www.nmo-france.org/ 

https://mogproject.org/resources/
https://mogproject.org/resources/fact-and-information-sheets/
https://mogproject.org/resources/fact-and-information-sheets/
https://mogproject.org/clinical-trials/
https://mogproject.org/resources/moglossary/
https://mogproject.org/resources/podcasts/
https://mogproject.org/resources/mogmentum/
https://mogproject.org/resources/for-the-blind/
https://mogproject.org/rocket-surveys
https://mogproject.org/community/support-groups/
https://mogproject.org/community/connect/
https://mogproject.org/community/
https://mogproject.org/mog-blog-2/
https://wearesrna.org/
https://guthyjacksonfoundation.org/
https://www.nmo-france.org/
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o Child Neurology Foundation: https://www.childneurologyfoundation.org/disorder/myelin-oligodendrocyte-glycoprotein-

antibody-disease-mogad/ 

o National MS Society: https://www.nationalmssociety.org/ 

o MyMyelitis: https://mymyelitis.com/ 

o International Autoimmune Encephalitis Society: https://autoimmune-encephalitis.org/ 

Our YouTube Channel: https://www.youtube.com/@themogproject 

 

6. Rehabilitative & Long-Term Care 

Rehabilitation therapy can assist in restoring function, improving QoL, and promoting independence for those living with MOGAD. Starting 

rehabilitation early following an attack can prevent the complications associated with disuse and addresses functional impairments resulting 

from neurological damage. Rehabilitation strategies are individualized to the specific symptoms and challenges an individual living with MOGAD 

is experiencing after an acute attack. These specialists make up the multidisciplinary team focused on ensuring holistic health for individuals 

living with MOGAD61. 

 

Physical Therapists  

Physical therapists play a vital role in addressing mobility issues such as spasticity, muscle weakness, and pain that result from damage to the 

central nervous system (CNS)62. This damage can lead to muscle tightness, involuntary contractions, and limited movement63. To help manage 

these challenges, physical therapists develop personalized exercise programs that focus on stretching and strengthening muscles to improve 

range of motion and restore functional mobility64,65. They may also recommend assistive devices, like splints, to support weakened muscles and 

joints65. Pain in MOGAD can stem from neuropathic causes, such as nerve damage that results in burning, stabbing, or shooting pain, or from 

musculoskeletal issues like spasticity and joint pain caused by immobility63. Physical therapists help manage pain by improving muscle strength 

and flexibility through targeted exercises64,65. They also use techniques such as massage, stretching, and TENS therapy (Transcutaneous Electrical 

Nerve Stimulation) to alleviate discomfort and improve overall function64. 

 Occupational Therapists 

Occupational therapy helps individuals with MOGAD regain independence in daily activities while addressing specific symptoms such as pain, 

balance issues, and fatigue65,66. For individuals experiencing musculoskeletal pain or joint stiffness, occupational therapists recommend adaptive 

tools like reachers or button hooks to reduce strain during tasks such as dressing and eating65,67. They also provide ergonomic strategies to 

https://www.childneurologyfoundation.org/disorder/myelin-oligodendrocyte-glycoprotein-antibody-disease-mogad/
https://www.childneurologyfoundation.org/disorder/myelin-oligodendrocyte-glycoprotein-antibody-disease-mogad/
https://www.nationalmssociety.org/
https://mymyelitis.com/
https://autoimmune-encephalitis.org/
https://www.youtube.com/@themogproject
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improve comfort and joint mobility67. To address balance problems and mobility challenges, occupational therapists evaluate posture and 

recommend assistive devices like canes or walkers to improve stability65. They teach safe mobility techniques to reduce the risk of falls and 

enhance independence68. For those affected by fatigue, occupational therapists guide individuals in energy conservation techniques, helping 

them prioritize tasks and manage their stamina throughout the day67,68.  

 Speech and Language Pathologists 

Speech and language pathologists are integral in addressing swallowing difficulties and speech impairments that arise when muscles involved in 

speech and swallowing are weakened or damaged by MOGAD67. Swallowing therapy is provided to help individuals maintain safe swallowing and 

reduce the risk of choking, often through techniques like thickened liquids or swallowing exercises69. For individuals experiencing speech 

impairments, speech pathologists offer exercises aimed at improving articulation, breathing, and language skills to enhance clarity and 

communication69,70. 

 

Neuropsychologists 

Neuropsychologists provide valuable support in managing depression, anxiety, and behavioral issues that can result from neurological changes or 

the emotional burden of living with MOGAD32,65. These professionals may help patients cope with mood swings, anxiety, and other emotional 

challenges, promoting better emotional well-being32. Cognitive impairments, such as memory loss and difficulty concentrating, often occur as a 

result of brain lesions caused by MOGAD71,72. Neuropsychologists assess these cognitive challenges and develop personalized rehabilitation 

programs, incorporating techniques to improve attention, memory, and problem-solving skills32. Additionally, behavioral issues such as 

impulsivity, irritability, or mood swings occur due to damage in the frontal lobes of the brain73. Neuropsychologists use behavioral therapy to 

address emotional regulation, helping individuals manage and cope with behavioral changes74,75. 

 Neuro-ophthalmologists and low vision rehabilitation specialists 

Neuro-ophthalmologists and low vision rehabilitation specialists are vital members of the healthcare team when it comes to addressing low 

vision caused by optic nerve damage76,77. These specialists assess the degree of visual impairment using tools like Optical Coherence Tomography 

(OCT) scans and visual field tests to monitor recovery and detect early signs of relapse77. In addition to medical treatment, they recommend 

assistive devices such as magnifiers, screen readers, and modified lighting to assist with daily tasks like reading and using a computer76. Low 

vision rehabilitation also involves training individuals in adaptive techniques for safe navigation and performing daily activities despite visual 

impairments76. 
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 Urologists 

Urologists are directly involved in managing bladder dysfunction, bowel dysfunction, and sexual dysfunction, which are common challenges for 

individuals living with MOGAD78,79. Bladder dysfunction can occur when nerve pathways that control the bladder are impaired, resulting in 

incontinence or urinary retention78,79. Urologists help by recommending bladder training, medications such as anticholinergics, and in some 

cases, catheterization to improve bladder control80. Similarly, bowel dysfunction caused by neurological impairment can lead to constipation or 

fecal incontinence79. Urologists recommend dietary modifications, stool softeners, and regular bowel training to manage these symptoms 

effectively79. Sexual dysfunction, often resulting from nerve damage, can affect sexual arousal and function79,80. Urologists work with individuals 

to address this through sexual health counseling, medications, and adaptive devices to improve sexual function and quality of life79,80. 

 

Chronic Fatigue Specialists  

Chronic fatigue specialists are crucial in managing chronic fatigue, a pervasive issue caused by neurological stress and the burden of living with a 

chronic illness. These specialists teach individuals how to manage their energy effectively through pacing techniques, improving sleep hygiene, 

and incorporating stress management strategies to help individuals optimize their daily functioning without overexerting themselves81,82,83. In 

some cases, medication may also be used to support individuals in managing symptoms and improving their quality of life84. 

7. Conclusion 

While MOGAD is a serious and complex medical condition, ongoing research and clinical trials are making excellent progress toward improved 

treatment outcomes. With appropriate support, individuals living with MOGAD can maintain or even improve their quality of life (QoL), maximize 

functional independence, and manage the condition's complexities. By prioritizing early intervention, personalized treatment plans, and 

continuous care, individuals with MOGAD can lead fulfilling lives despite the challenges posed by the disease. 
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