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TABLE 456-3 Evaluation of Acute Transverse Myelopathy

B

Figure 456-5 Magnetic resonance (MR) imaging of a spinal
epidural abscess due to tuberculosis. A. Sagittal T2-weighted free
spin-echo MR sequence. A hypointense mass replaces the posterior
elements of C3 and extends epidurally to compress the spinal cord
(arrows). B. Sagittal T1-weighted image after contrast administration
reveals a diffuse enhancement of the epidural process (arrows) with
extension into the epidural space.

TREATMENT	

Spinal Epidural Abscess

Treatment is by decompressive laminectomy with debridement
combined with long-term antibiotic treatment. Surgical evacuation
prevents development of paralysis and may improve or reverse
paralysis in evolution, but it is unlikely to improve deficits of more
than several days in duration. Broad-spectrum antibiotics should be
started empirically before surgery and then modified on the basis
of culture results; medication is generally continued for at least 6
weeks. If surgery is contraindicated or if there is a fixed paraplegia
or quadriplegia that is unlikely to improve following surgery, longterm administration of systemic and oral antibiotics can be used;
in such cases, the choice of antibiotics may be guided by results
of blood cultures. Surgical management remains the treatment of
choice unless the abscess is limited in size and causes few or no
neurologic signs.
With prompt diagnosis and treatment of spinal epidural abscess,
up to two-thirds of patients experience significant recovery.
Spinal Epidural Hematoma Hemorrhage into the epidural (or subdural)
space causes acute focal or radicular pain followed by variable signs of
a spinal cord or conus medullaris disorder. Therapeutic anticoagulation, trauma, tumor, or blood dyscrasias are predisposing conditions.
Rare cases complicate lumbar puncture or epidural anesthesia. MRI
and computed tomography (CT) confirm the clinical suspicion and
can delineate the extent of the bleeding. Treatment consists of prompt
reversal of any underlying clotting disorder and surgical decompression. Surgery may be followed by substantial recovery, especially in
patients with some preservation of motor function preoperatively.
Because of the risk of hemorrhage, lumbar puncture should be avoided
whenever possible in patients with severe thrombocytopenia or other
coagulopathies.
Hematomyelia Hemorrhage into the substance of the spinal cord
is a rare result of trauma, intraparenchymal vascular malformation
(see below), vasculitis due to polyarteritis nodosa or systemic lupus
erythematosus (SLE), bleeding disorders, or a spinal cord neoplasm.
Hematomyelia presents as an acute painful transverse myelopathy.
With large lesions, extension into the subarachnoid space results in
subarachnoid hemorrhage (Chap. 330). Diagnosis is by MRI or CT.
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Chapter 456 Diseases of the Spinal Cord

A

1. MRI of spinal cord with and without contrast (exclude compressive causes).
2. CSF studies: Cell count, protein, glucose, IgG index/synthesis rate, oligoclonal bands, VDRL; Gram’s stain, acid-fast bacilli, and India ink stains; PCR
for VZV, HSV-2, HSV-1, EBV, CMV, HHV-6, enteroviruses, HIV; antibody for
HTLV-1, Borrelia burgdorferi, Mycoplasma pneumoniae, and Chlamydia pneumoniae; viral, bacterial, mycobacterial, and fungal cultures.
3. Blood studies for infection: HIV; RPR; IgG and IgM enterovirus antibody;
IgM mumps, measles, rubella, group B arbovirus, Brucella melitensis,
Chlamydia psittaci, Bartonella henselae, schistosomal antibody; cultures for
B. melitensis. Also consider nasal/pharyngeal/anal cultures for enteroviruses; stool O&P for Schistosoma ova.
4. Immune-mediated disorders: ESR; ANA; ENA; dsDNA; rheumatoid factor;
anti-SSA; anti-SSB, complement levels; antiphospholipid and anticardiolipin antibodies; p-ANCA; antimicrosomal and antithyroglobulin antibodies; if Sjögren’s syndrome suspected, Schirmer test, salivary gland scintigraphy, and salivary/lacrimal gland biopsy.
5. Sarcoidosis: Serum angiotensin-converting enzyme; serum Ca; 24-h urine
Ca; chest x-ray; chest CT; total-body gallium scan; lymph node biopsy.
6. Demyelinating disease: Brain MRI scan, evoked potentials, CSF oligoclonal
bands, neuromyelitis optica antibody (anti-aquaporin-4 [NMO] antibody).
7. Vascular causes: MRI, CT myelogram; spinal angiogram.
Abbreviations: ANA, antinuclear antibodies; CMV, cytomegalovirus; CSF, cerebrospinal
fluid; CT, computed tomography; EBV, Epstein-Barr virus; ENA, epithelial neutrophil-activating peptide; ESR, erythrocyte sedimentation rate; HHV, human herpes virus; HSV, herpes
simplex virus; HTLV, human T cell leukemia/lymphoma virus; MRI, magnetic resonance imaging; O&P, ova and parasites; p-ANCA, perinuclear antineutrophilic cytoplasmic antibodies; PCR, polymerase chain reaction; RPR, rapid plasma reagin (test); VDRL, Venereal Disease
Research Laboratory; VZV, varicella-zoster virus.

Therapy is supportive, and surgical intervention is generally not useful.
An exception is hematomyelia due to an underlying vascular malformation, for which spinal angiography and endovascular occlusion may
be indicated, or surgery to evacuate the clot and remove the underlying
vascular lesion.
NONCOMPRESSIVE MYELOPATHIES
The most frequent causes of noncompressive acute transverse myelopathy are spinal cord infarction; systemic inflammatory disorders,
including SLE and sarcoidosis; demyelinating diseases, including multiple sclerosis (MS); neuromyelitis optica (NMO); postinfectious or
idiopathic transverse myelitis, which is presumed to be an immune
condition related to acute disseminated encephalomyelitis (Chap. 458);
and infectious (primarily viral) causes. After spinal cord compression
is excluded, the evaluation generally requires a lumbar puncture and a
search for underlying systemic disease (Table 456-3).
Spinal Cord Infarction The cord is supplied by three arteries that course
vertically over its surface: a single anterior spinal artery and paired posterior spinal arteries. The anterior spinal artery originates in paired branches
of the vertebral arteries at the cranciocervical junction and is fed by additional radicular vessels that arise at C6, at an upper thoracic level, and,
most consistently, at T11-L2 (artery of Adamkiewicz). At each spinal cord
segment, paired penetrating vessels branch from the anterior spinal artery
to supply the anterior two-thirds of the cord; the posterior spinal arteries,
which often become less distinct below the midthoracic level, supply the
posterior columns.
Spinal cord ischemia can occur at any level; however, the presence
of the artery of Adamkiewicz below, and the anterior spinal artery
circulation above, creates a region of marginal blood flow in the upper
thoracic segments. With hypotension or cross-clamping of the aorta,
cord infarction typically occurs at the level of T3-T4, and also at
boundary zones between the anterior and posterior spinal artery territories. The latter may result in a rapidly progressive syndrome over
hours of weakness and spasticity with little sensory change.
Acute infarction in the territory of the anterior spinal artery produces paraplegia or quadriplegia, dissociated sensory loss affecting
pain and temperature sense but sparing vibration and position sense,
and loss of sphincter control (“anterior cord syndrome”). Onset may
be sudden but more typically is progressive over minutes or a few
hours, quite unlike stroke in the cerebral hemispheres. Sharp midline
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