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1. Introduction 

Dengue fever is a prevalent viral disease in humans and 

remains a significant cause of illness and mortality, 

particularly in tropical and subtropical regions (1). The 

literature has documented various neurological 

complications associated with Dengue virus (DENV) 

infection. Among these, Transverse Myelitis (TM) is a 

less frequently reported para- or post-infectious 

complication of DENV (2). TM can arise from 

autoimmune, vascular, metabolic, or para-infectious 

processes. In the context of post-infectious TM, two 

common antibodies, Aquaporin-4 immunoglobulin G 

(AQP-4 IgG) and Myelin oligodendrocyte glycoprotein 

immunoglobulin G (MOG-Ig G), have been identified 

(3).  

 

In this case report, we present the clinical scenario of a 

young adult who developed paraplegia and urinary 

retention following the resolution of dengue fever. The 

diagnosis of TM secondary to DENV infection was 

established based on the detection of serum antibodies 

against DENV and findings from spinal imaging. 

Subsequent identification of autoantibodies against 

Myelin oligodendrocyte glycoprotein (MOG) 

confirmed the diagnosis of MOG antibody Disease 

(MOGAD). This case highlights the association 

between Dengue fever and TM, shedding light on the 

involvement of MOG antibodies in this autoimmune 

disorder.  

Transverse myelitis is the inflammation of the spinal cord, which causes the is demyelination in a horizontal plane. 

Dengue virus is known to be associated with transverse myelitis para or post infectiously. Autoantibodies such as 

Aquaporin-4 autoantibodies and Myelin oligodendrocyte glycoprotein autoantibodies have been associated with 

transverse myelitis. However, the exact causal relationship is yet to be determined. We report a case of post-dengue 

fever transverse myelitis associated with myelin oligodendrocyte glycoprotein antibody disease. A 26-year-old 

previously healthy young man presented with acute urinary retention and paraplegia. He had a recent history of 

contracting dengue virus infection. He had a positive serology for antibodies against the dengue virus and imaging 

showed the inflammation of the spinal cord consistent with transverse myelitis. Further workup demonstrated the 

presence of Myelin oligodendrocyte glycoprotein autoantibodies. A diagnosis of Myelin oligodendrocyte 

glycoprotein antibody disease associated with post-dengue transverse myelitis was made. He was treated with 

high-dose methylprednisolone for 7 days followed by an oral tapping dose over 6 months. Follow-up examination 

and imaging showed subsequent improvement with complete recovery. Myelin oligodendrocyte glycoprotein 

antibody disease is a very less understood and rare complication of dengue virus infection. Further studies are 

required to determine the exact mechanism. Moreover, prompt diagnosis. treatment can result in early recovery 

and complete remission of the disease.  
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2. Case Presentation 

A previously healthy 26-year-old man presented to the 

Emergency room with acute urinary retention lasting 

for 3 hours. The patient underwent catheterization and 

was subsequently discharged by the ER staff. However, 

the following day, the patient returned with bilateral 

lower limb weakness. The patient resided in an area 

affected by the dengue virus outbreak. Approximately 

12 days prior, he experienced high-grade fevers 

accompanied by chills, myalgias, backache, and 

headache. A serological test, specifically the non-

structural protein 1 (NS1) antigen test, was performed 

and revealed dengue fever. Low platelet counts were 

also documented in serial complete blood counts. The 

patient managed the condition conservatively at home 

with the help of fluids and paracetamol. For the past two 

days, the patient had been afebrile before this new 

presentation.  

Upon examination, the patient was awake, alert, and 

oriented to time, place, and person. Evaluation of the 

lower limbs demonstrated 3/5 power and absent knee 

reflexes bilaterally. Babinski's sign was positive, but 

there were no signs of meningism. Although the patient 

complained of tingling sensations in the medial aspect 

of the upper limbs, neurological examination of the 

upper limbs revealed no abnormalities. Vital signs were 

stable, and the rest of the systemic examination was 

unremarkable. Baseline investigations, including 

complete blood count, liver function tests, renal 

function tests, random blood sugar, and serum 

electrolytes, were all within normal limits.  

A contrast-enhanced magnetic resonance imaging 

(MRI) of the spine was performed, revealing expansion 

of the cervical cord between the C4-C6 levels. The MRI 

showed symmetrical high signal changes involving 

both sides of the cord medially, accompanied by faint 

ill-defined enhancement in this segment of the cord. 

These findings were consistant with transverse myelitis.  

Subsequently, a lumbar puncture was performed, and 

cerebrospinal fluid analysis revealed oligoclonal bands. 

The blood test for Myelin oligodendrocyte glycoprotein 

Figure 1: Multifocal T2 hyperintense signals involving the spinal cord.There is continuous involvement of C4-C6. 

The red arrows indicate T2 hyperintense signals in the spinal cord at C4 level in both sagittal (a) and axial planes 

(b) and also in Negative (c) 
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immunoglobulin G (MOG-IgG) antibodies was 

positive, while the test for Aquaporin-4 

immunoglobulin G (AQP-4 IgG) antibodies was 

negative. Visual evoked potentials (VEP) showed no 

signs of optic neuritis.  

Based on the correlation of laboratory and radiological 

findings with the patient's signs and symptoms, a 

diagnosis of MOGAD-associated transverse myelitis 

was made. Treatment was promptly initiated with 

methylprednisolone at a dose of 1 gm/day for 5 days, 

followed by a switch to oral prednisolone. Initially, 

prednisolone was administered at a dosage of 60 

mg/day in two divided doses, which were gradually 

tapered over the next 3 months. The patient experienced 

improvement in weakness following the administration 

of the first dose of methylprednisolone, and urinary 

retention resolved on the third day of admission. After 

a 7- day hospital stay, the patient was discharged with 

an extensive rehabilitation exercise plan.  

During the 4-week follow-up, the patient regained the 

ability to walk without support and perform most daily 

tasks independently. Adequate voiding was also 

achieved, with a post-void urine volume of 70 ml. The 

patient reported mild fatigue with exertion, which was 

reassured, and subsequent follow-ups showed an 

improvement in physical exertion capacity. A follow-

up MRI of the spine after 3 months demonstrated 

complete resolution of demyelination. 

Considering the patient's recent history of dengue fever 

with high-grade fever, body aches, and positive dengue 

NS1 antigen, along with the presence of MOG-IgG 

antibodies and demyelination of the spinal cord, it is 

highly likely that the post-infectious autoimmune 

complication of dengue virus infection led to the 

development of MOGAD-associated transverse 

myelitis.  

The patient showed a favorable response to 

corticosteroid therapy, and no residual neurological 

deficits were observed during subsequent follow-ups. 

3. Discussion  

The World Health Organization (WHO) has classified 

the clinical presentation of dengue based on severity 

into two categories: Dengue fever with or without 

warning signs, and severe dengue fever. In 2009, the 

WHO introduced this classification system. 

Neurological manifestations and central nervous system 

(CNS) involvement in dengue fever are considered to 

be part of severe dengue (4).  

As the number of reported neurological manifestations 

of dengue fever continues to increase each year, it is 

evident that they cannot be overlooked as rare 

occurrences. The overall incidence of CNS-related 

complications in dengue fever is approximately 6% (5).  

Dr. Murthy has classified the neurological 

complications of dengue fever into three categories (6). 

Transverse Myelitis (TM) refers to the inflammation of 

one or more segments of the spinal cord without 

compression. It is a well-studied complication that can 

occur during the para-infectious or post-infectious 

Figure 2: The neurological features of dengue by Murthy 
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period following dengue fever. Para-infectious TM 

results from the direct invasion of the virus, while post- 

infectious TM is believed to be immune-mediated and 

typically occurs 1-2 weeks after the initial symptoms of 

dengue fever (7-9).  

The primary auto-antibodies associated with immune-

mediated TM are Aquaporin-4 (AQP4) antibodies and 

Myelin Oligodendrocyte Glycoprotein (MOG) 

antibodies. MOG Antibody Disease (MOGAD) 

represents a distinct entity with its characteristic 

pathophysiological features. MOG-IgG-associated 

myelitis is usually a monophasic disease, with rare 

instances of relapses (10).  

The treatment approach for MOGAD involves initiating 

high-dose glucocorticoids for 3-5 days, followed by a 

gradual tapering of steroids over an extended period to 

reduce the risk of flare-ups and relapses. In cases where 

patients do not respond to steroids, intravenous 

immunoglobulin (IVIG) infusion, mycophenolate 

mofetil, and rituximab can be considered as alternative 

options (10).  

4. Conclusions  

Myelin Oligodendrocyte Glycoprotein (MOG) IgG-

associated Transverse Myelitis is a condition that has 

been frequently reported in medical literature. 

However, its occurrence in the context of Dengue fever 

has never been documented before. This case report 

brings forth new opportunities for researchers to 

explore the pathophysiology, management, and 

evaluation of treatment options in this particular 

scenario. It opens up new horizons for further 

investigation in this field.  
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