
 

TRANSVERSE MYELITIS 

 

“Greenock Dock”, oil on canvas, John Atkinson Grimshaw (1836-1893). 

 

“Implacable November weather. As much mud in the streets, as if the waters had but 

newly retired from the face of the earth…Smoke lowering down from chimney pots, 

making a soft black drizzle, with flakes of soot in it as big as full grown snowflakes - 

gone into mourning, one might imagine, for the death of the sun… 

 

Fog everywhere. Fog up the river, where it flows among green aits and meadows; fog 

down the river, where it rolls defiled among the tiers of shipping and the waterside 

pollutions of a great (and dirty) city. Fog on the Essex marshes, fog on the Kentish 

heights. Fog creeping into the cabooses of collier-brigs; fog lying out on the yards, and 

hovering in the rigging of great ships; fog drooping on the gunwales of barges and 

small boats. Fog in the eyes and throats of ancient Greenwich pensioners, wheezing by 

the firesides of their wards; fog in the stem and bowl of the afternoon pipe of the 

wrathful skipper, down in his close cabin; fog cruelly pinching the toes and fingers of 

his shivering little ’prentice boy on deck. Chance people on the bridges peeping over 

the parapets into a nether sky of fog, with fog all round them, as if they were up in a 

balloon, and hanging in the misty clouds.  

 



Gas looming through the fog in divers places in the streets, much as the sun may, from 

the spongey fields, be seen to loom by husbandman and ploughboy. Most of the shops 

lighted two hours before their time - as the gas seems to know, for it has a haggard and 

unwilling look”. 

 

Charles Dickens, Bleak House, 1853 

 

These lines from Charles Dicken’s immortal Bleak House set the scene of a gloomy 

London “pea soup” fog. The entire city and surrounding Kentish meadows are 

engulfed in a wet, cold, miserable mist. It settles on the ground and then creeps up the 

yard arms and the rigging of the great ships of trade and commerce anchored in the 

grey docks. To those looking down from London Bridge, all is obscured, as if an aerial 

balloonist is peering downwards at a great cloud. The streets are miserable, wet, so 

muddy it appears that the waters of the Biblical flood, had “but newly retired from the 

face of the Earth”.  London’s great gas lamps blaze out fiercely in the streets, but for 

all the newfound might of the industrial age, they make only a feeble glow through the 

impenetrable miasma. A thousand chimney pots belch forth thick black smoke from the 

little wooden fires giving some warmth and light to the huddled families that press 

close around them, but in the streets this only adds to the as gloom, they make a “soft 

black drizzle, with flakes of soot in it as big as full grown snowflakes - gone into 

mourning, one might imagine, for the death of the sun…” 

 

Dickens’s fog of course is not just “a fog”, it is a metaphor for the entire monstrous 

bureaucracy of the Eighteenth and Ninetieth Century British legal system, and at the 

centre of the mysteries of this impenetrable fog is the case of Jarndyce and 

Jarndyce. The case concerns the fate of an immense family inheritance. It is so 

unimaginably complex however that it has dragged on - not for years - but across 

entire generations! Dickens continues… 

 

“Jarndyce and Jarndyce drones on. This scarecrow of a suit has, in course of time, 

become so complicated that no man alive knows what it means. The parties to it 

understand it least, but it has been observed that no two Chancery lawyers can talk 

about it for five minutes without coming to a total disagreement as to all the premises. 

Innumerable children have been born into the cause; innumerable old people have died 

out of it. Scores of persons have deliriously found themselves made parties in Jarndyce 

and Jarndyce without knowing how or why; whole families have inherited legendary 

hatreds with the suit. The little plaintiff or defendant who was promised a new rocking-

horse when Jarndyce and Jarndyce should be settled has grown up, possessed himself 

of a real horse, and trotted away into the other world. Fair wards of court have faded 

into mothers and grandmothers; a long procession of Chancellors has come in and 

gone out; the legion of bills in the suit have been transformed into mere bills of 

mortality; there are not three Jarndyces left upon the earth perhaps since old Tom 

Jarndyce in despair blew his brains out at a coffee-house in Chancery Lane; but 

Jarndyce and Jarndyce still drags its dreary length before the court, perennially 

hopeless”. 

 

By the end of the book, the case is finally closed - yet no inheritance remains, the entire 

fortune has been consumed by the legal profession! In the medical profession we are 

still faced with many unknowns, transverse myelitis being a case in point. Like the case 

of Jarndyce and Jarndyce, the jury is still out - we appear little closer to a true 

understanding of its causes or its treatment, than those of previous generations!      



TRANSVERSE MYELITIS 

 

Introduction 

 

Transverse Myelitis is uncommon neurological disorder of the central nervous system.  

 

It is caused by an uncertain group of heterogeneous inflammatory disorders that result 

in an acute or subacute monofocal region of inflammation of the spinal cord that results 

in variable degrees of: 

 

● Motor dysfunction 

 

● Sensory dysfunction  

 

● Autonomic dysfunction  

 

In the first instance it is vital to rule out the presence of structural lesions (that may 

require urgent surgical intervention) as a cause of the myelopathy. 

 

Prognosis is highly variable. 

 

Pathophysiology 

 

Acute Transverse Myelitis (ATM) is part of a spectrum of neuro-inflammatory 

disorders of largely unknown aetiology that includes Guillain-Barré syndrome, multiple 

sclerosis, acute disseminated encephalomyelitis (ADEM) and optic neuritis. 

 

Each of these disorders differs in the spatial and temporal restriction of inflammation 

within the nervous system. However, clinical and pathologic studies support the notion 

that there are many common features of the inflammation and neural injury. 

 

Epidemiology 

 

The condition may occur at any age, but peak incidences occur around 10-20 and 30-40 

years of age. 

 

Causes: 

 

The cause is largely unknown, but a number of infective and auto-immune processes 

have been implicated: 

 

● Idiopathic (up to 30 % of cases have no identifiable cause) 

 

● Viral infection (including HIV) 

 

● Post-infectious immune mediated inflammation 

 

● Post vaccination immune mediated inflammation 

 

● Demyelinating diseases of uncertain causation  

 



♥ Multiple sclerosis, in particular.  

 

Less commonly: 

 

● Vasculitis 

 

● Connective tissue disease, especially SLE. 

 

● “Granulomatous” disease, neurosarcoid 

 

Clinical Features 

 

1. Onset: 

 

● Symptoms usually develop acutely over hours or days 

 

● Less commonly the onset of symptoms may be more subacute over a 

number of weeks. 

 

2. Neurological features: 

 

Because lesions can be complete or partial, signs and symptoms can be 

variable.  

 

Signs and symptoms are usually bilateral, though not necessarily symmetric in 

severity. 

 

There is a defined sensory level with dysfunction at and below this level 

including:  

 

● Numbness 

 

● Paraesthesias  

 

● Band like dysaesthesias. 

 

● Variable motor dysfunction. 

 

  ♥ Typical upper motor neuron signs may be seen  

 

♥ In severe cases a flaccid spinal shock picture may be seen 

 

● Autonomic dysfunction including:  

 

♥ Bowel incontinence /constipation 

 

♥ Bladder incontinence /retention. 

   

  ♥ Sexual dysfunction 

 

3. Pain:  



 

● The presence of back pain is not common, but if present may indicate a 

more intense inflammatory reaction within the spine and may also 

prognosticate a worse outcome. 

 

● Pain should also prompt consideration of alternative diagnoses such as 

disc herniation and spinal cord space occupying lesions. 

 

● Severe radiating neuralgic pain or paraesthesias with neck flexion 

(Lhermitte’s sign) may suggest multiple sclerosis as the underlying 

pathology.   

 

Investigations 

 

1. Blood tests: 

 

● FBE 

 

● CRP 

 

● U&Es / glucose, (check for diabetes) 

 

● ESR 

 

 ● Antinuclear factor, (SLE) 

 

 ● Folate / B12 levels 

 

● Consider viral serology studies, including HIV, (also measles, 

chickenpox, herpes virus) 

 

 ● INR 

 

♥ If the patient is on warfarin, (epidural hematoma needs to be 

considered). 

 

2. CT scan 

 

● The most urgent requirement is to rule out an obstructive lesion and 

while this is best done with an MRI, CT scan is a useful screen, when 

MRI is not readily available. 

 

MRI will still be needed, however if the CT does not give a clear 

diagnosis. 

 

3. MRI scan 

 

 ● This is the best investigation and will make the diagnosis in most cases. 

 

● The whole spine should be imaged. Brain MRI is also done to help rule 

out MS. 



 

 

The findings on MRI are a key component of the diagnostic evaluation of transverse 

myelitis. Acute myelitis events are associated with a focal lesion within the spinal cord. 

Panel A shows an example of a lesion associated with idiopathic myelitis (sagittal 

plane, T2weighted sequence). Short segment lesions, as shown in Panel B (sagittal 

plane, T2weighted sequence), and those that are asymmetric, as shown in Panel C 

(axial plane, T2weighted sequence), are characteristic of multiple sclerosis. Lesion 

enhancement after the administration of gadolinium, as shown in Panel D (sagittal 

plane, T1weighted sequence), suggests acute inflammation of the spinal cord. In 

contrast, a longitudinally extensive lesion (i.e., one that spans several vertebral 

segments), as shown in Panel E (sagittal plane, T2weighted sequence), especially if it 

extends rostrally into the brain stem and is located centrally within the cord, as in 

Panel F (axial plane, T2 weighted sequence), is typical of neuromyelitis optica. 
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4. Electrophysiologic conduction studies: 

 

● Electromyogram (EMG) studies and, somatosensory evoked potentials 

(SSEP) help confirm neurological impairment and may aid in 

prognostication. 

 

5. Lumbar puncture. 

 

 ● Will show CSF pleocytosis or an elevated IgG index 

 

 

 

 



Management 

 

Patients with transverse myelitis should be referred to a neurologist.  

 

Steroids are usually prescribed for transverse myelitis, though the evidence for benefit 

is not well established. 

 

Oral steroids are used for milder symptoms 

 

IV methylprednisolone is typically used, generally for 3-5 days, for more severe 

symptoms. 

 

Plasma exchange may remove humoral factors (including antibodies, endotoxins and/or 

cytokines) contributing to the inflammation. This therapy is considered when steroid 

therapy is ineffective in severe cases. 

 

Prognosis 

 

The prognosis following an attack of transverse myelitis is highly variable.    

 

Cases that are associated with multiple sclerosis may have substantial, even complete 

recovery. 

 

Patients who have transverse myelitis from other causes may be left with clinically 

significant residual defects. 

 

Rarely the condition may be fatal, if the upper cervical segments and/ or brainstem are 

involved. 

 

Most recovery will take place over the first 3 months after the attack, although there 

may be some continued improvement for up to one year, (sometimes longer). 

 

Idiopathic, post infectious or post immunization transverse myelitis cases are usually 

single episode attacks. Attacks due to multiple sclerosis on the other hand are highly 

likely to recur. 

 

  

 

 

 

 

 

 

 

 

 

 

 

 

 

 



Appendix 1 
 

Investigation pathways for suspected transverse myelitis 

 



 

 

“Gourock Near The Clyde Shipping Docks” oil on canvas, John Atkinson Grimshaw 

(1836-1893). 
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