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We report a case of tuberculous myeloradiculitis in a patient with AIDS. The case

highlights the difficulty in reaching a diagnosis for the neurological symptoms of

a patient with a normal CSF examination and the need for HIV screening of

immune-compromised patients with myeloradiculitis. Journal of Hospital

Medicine 2008;3:279–280. VVC 2008 Society of Hospital Medicine.
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A 35-year-old Zimbabwean woman living in London, England,
presented to the local accident and emergency department

with a history of cough, shortness of breath, nausea, vomiting,
diarrhea, and weight loss of 3 months’ duration. Her chest X-ray
showed miliary shadowing. She was admitted to the hospital and
commenced on antituberculous medications and offered an HIV
test. Two weeks later, her sputum grew acid-fast bacilli (AFB) and
her HIV-1 test came back positive. Her baseline T-lymphocyte
CD4 cell count was 6 cells/mm3 (reference range 455–1320), and
her HIV-1 RNA viral load (VL) was 4,760,000 copies/mL. However,
because of her multiple symptoms, her antiretroviral therapy was
postponed. Four weeks later the patient’s general condition
improved, but she started to experience pain in her right thigh,
followed by progressive right leg weakness without sensory loss.
This new change affected her mobility, and she fell while walking.
Within a week the patient developed progressive flaccid parapar-
esis with radicular sensory disturbance. This was followed by
acute onset of flaccid paraplegia, extensor plantars, sensory loss
to T10, and urinary incontinence. Her cerebrospinal fluid (CSF)
examination revealed normal protein, glucose, and white cell
count and no AFB or malignant cells, A second CSF after 3 weeks
was abnormal, with protein of 0.79 g/L, normal glucose, 7 white
cells (no malignant cells), and positive oligoclonal bands. The CSF
screening for AFB-PCR, treponemes, toxoplasma, cryptococcal
antigen Epstein-Barr virus, cytomegalovirus (CMV), herpes sim-
plex virus, human T-lymphotropic virus, and JC virus was nega-
tive. Neurophysiological studies confirmed the presence of severe
multilevel radiculopathy. The MRI scan of her head and spine
showed multiple intraparenchymal cerebral tuberculomata and
cavitation at T 9–11 that enhanced postgadolinium (see Fig. 1).
She was commenced on highly active antiretroviral therapy
(HAART) and steroids. Ten weeks later her HIV-1 RNA VL became
undetectable in the ultrasensitive assay (cutoff 50 copies/mL),
and she regained sensation in both legs and was able to stand
with support. Posttreatment MRI appearances demonstrated
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improvement, and 14 months after treatment the
MRI brain was normal (see Fig. 1).

DISCUSSION
Tuberculous myeloradiculitis is a rarely reported
manifestation of tuberculosis, and there are no
accurate figures for its incidence.1–3 It may arise as
a primary manifestation of the infection, by down-
ward extension of tuberculous meningitis, or by
spread from a vertebral osteomyelitis.3 It is not
uncommon for it to develop during treatment for a
primary infection elsewhere.4 The clinical features
of this patient were those of radiculitis followed by
rapid flaccid paraparesis. The acute onset of the
paraplegia with a normal CSF could be mistakenly
interpreted as purely peripheral HIV-related condi-
tions such as CMV or PML. The extensor plantars
and acute development of a paraplegia and sensory
level (a combination of radiculopathy, myelopathy,
and ‘‘spinal shock’’) betrayed the central involve-
ment of the thoracolumbar region.2 In many cases
there is a copious leptomeningeal exudate, which
helps to explain the fairly typical clinical presenta-
tion. This case was unusual in that there was no
visible imaging evidence of exudate. The presenta-
tion should be differentiated from the vacuolar my-
elopathy seen with HIV infection alone.1,5 A further

unusual and unique feature was the normality of
the CSF examination. Although in cases of tubercu-
lous abscess, the CSF may be normal until rupture
occurs into the subarachnoid space, a lymhocytosis,
raised protein and possibly hypoglycorrachia would
have been expected even in a treated and sterile
CSF.3 A normal CSF examination was reported in a
previous study.6 This case strongly emphasizes that
the diagnosis of opportunistic tuberculosis in the
setting of HIV infection can be elusive. Immune
reconstruction inflammatory syndrome is an un-
likely cause of her neurological symptoms, as she
developed these symptoms before HAART. Antitu-
berculous medications and antimycobacterial treat-
ment must be modified to take into account the
altered pharmacokinetics as a result of HAART and
steroids. There are no published guidelines on how
long steroids should be maintained despite their
efficacy as an adjunct in TB meningitis.7 There is no
evidence to guide their use in patients with coexis-
tent HIV. Treatment until significant improvement
or a 6-month tailed trial of steroids (in the absence
of other contraindications) is probably acceptable.
Even though the consequences of a well-placed
mycobacterial lesion may be devastating, appropri-
ate treatment may lead to partial and clinically
important reversal of disability.
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FIGURE 1. MRI scans of the spine (A-C) and brain (D–F) show almost im-
perceptible cord lesions on T1 (A) and T2 (not shown) sagittal images at T9

to T11 (arrows). These enhanced floridly with gadolinium (B) and regressed

significantly with treatment after 1 month (C, gadolinium-enhanced T1). Mul-

tiple ring-enhancing lesions can be seen on T1 gadolinium-enhanced coronal

brain images (D), and more lesions are visible on the FLAIR sequence (E).

Complete resolution of all lesions occurred after 14 months (F).
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