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A 51-year-old male patient presented with 
sensory changes in the left arm that slowly 
progressed to the left leg and right arm within 
24 h. These were accompanied by Lhermitte’s sign 
and an abdominal pain that extended to the back. 
The symptoms started 10 h after recreational scuba 
diving; hence, spinal cord decompression sickness 
(DCS) was added into differential diagnosis. The 
personal and family history were unremarkable. 
On neurological examination, there was mild 
pronator drift bilaterally, dysesthesia of right-sided 
extremities, Babinski reflex was noted bilaterally, 
and deep tendon reflexes were globally increased. 
The patient was admitted to our neurology ward for 
further investigation. 

The laboratory results were unremarkable 
except for mild elevation of liver enzymes. The 
complement levels, anti-dsDNA (double-stranded 
deoxyribonucleic acid), anti-nuclear antibody, 
lupus anticoagulant, anticardiolipin, beta-2 
glycoprotein, angiotensin-converting enzyme, and 
calcium levels were all in normal limits. Anti-MOG 
(myelin oligodendrocyte glycoprotein) and anti-
aquaporin 4 antibodies were also negative. 
There was no recent history of vaccination, 
infection, or any recent or previous history of 
oral aphthous or genital ulcers. The cerebrospinal 
f luid examination revealed no erythrocytes, very 
few lymphocytes (<5), glucose of 70.5 mg/dL, and 
a total protein of 43.9 mg/dL. Cerebrospinal f luid 
oligoclonal bands, immunoglobulin G index, and 

bacterial studies were also negative. Magnetic 
resonance imaging (MRI) showed high signal 
intensity at T2-weighted images and mild edema 
on the cervical spinal cord extending from 
C2 to C5 (Figure 1a). Bilateral heterogeneous 
posterior cord enhancement was observed after 
intravenous contrast administration (Figure 1b). 
The MRI of the brain was normal.

Subacute sensory dysfunction and mild motor 
weakness of upper extremities with edema and 
gadolinium enhancement on MRI that correlated 
with the level of the symptoms, combined with 
the exclusion of etiologies, fit the diagnosis of 
idiopathic transverse myelitis (ITM). However, 
with the symptoms starting hours after a diving 
incident, a question of spinal cord DCS that could 
trigger the myelitis attack remained.

Diagnosis of ITM includes bilateral symptoms 
of sensory (with clearly defined sensory level), 
motor, or autonomic dysfunction that progresses to 
nadir between 4 h and 21 days, with evidence of 
inflammation of the spinal cord by neuroimaging or 
lumbar puncture. It also requires the exclusion of 
radiation exposure, ischemic etiology, compressive 
lesion, any bacterial, parasitic, or viral cause, 
evidence of connective tissue disease, or diagnosis 
of other demyelinating disorder.[1] Hence, ITM is 
a diagnosis of exclusion, and it was recently 
discovered that 70% of patients with suspected 
diagnosis of ITM were found to have an alternative 
diagnosis for their myelopathies.[2] Fifteen to 30% 
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of transverse myelitis cases are ultimately defined 
as idiopathic,[3] and with the discovery of new 
antibodies and better radiological accuracy, specific 
causes for patients’ previously classified ITM have 
started to be identified[4]

Type 1 DCS is usually mild and occurs in 
skin, joints, and muscles, while type 2 may be 
severe and involve the central nervous system[5] 
Although the exact mechanism of how nitrogen 
bubbles cause brain and spinal cord damage 
is not fully determined, the nerves can be 
damaged by mechanical disruption, compression, 
vascular stenosis or obstruction, and activation of 
inflammatory pathways, leading to myelopathy.[6] 
In spinal cord DCS, the MRI may be normal, or 
it might show findings of necrosis and edema; 
however, it typically would not reveal any contrast 

enhancement.[7] We excluded the diagnosis of pure 
spinal cord DCS-related myelopathy due to the MRI 
findings and the onset of the patient’s symptoms, as 
the symptoms of DCS normally appear within 6 h 
after surfacing in 99% of the cases.[8] After five days 
of 1 g/day pulse methylprednisolone treatment, 
there was complete remission of the symptoms and 
the radiographic lesions (Figure 1c, d), confirming 
the diagnosis of acute transverse myelitis with the 
etiology of DCS as a trigger.

In conclusion, the outcome of this case shows 
that the potential etiologies of myelitis should 
be in the differential diagnosis of ITM as the 
term idiopathic slowly loses its meaning with 
new advances in imaging techniques, autoimmune 
neurology, and our understanding of the etiologies 
of various neurological disorders.

Figure 1. T2-weighted magnetic resonance imaging assessment of the cervical spinal 
with intravenous contrast administration before and after intravenous methylprednisolone 
treatment. (a) shows increased signal intensity and mild edema on the cervical spinal cord 
extending from C2 to C5. (b) demonstrates patchy contrast enhancement of posterior spinal 
cord. (c, d) show resolution of the lesions after treatment.
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