
Case Report

Charcot joint of the spine, a cause of autonomic dysre¯exia in spinal
cord injured patients
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Study design: Case report of two subjects.
Objective: Charcot joints of the spine as a cause of Autonomic Dysre¯exia in spinal cord lesions.
Setting: Stoke Mandeville Hospital, UK.
Method: Two patients with long standing spinal cord lesions developed symptoms of
headaches and sweating associated with sitting up and transfers. In both cases no other cause
was found to account for Autonomic Dysre¯exia.
Result: Charcot Joints of the spine below the level of injury were demonstrated in both cases
and symptoms resolved with prolonged bed rest.
Conclusion: As care of spinally injured patients continues to improve, they live longer and
lead a more active lifestyle, it is expected that the incidence and prevalence of Charcot's joints
will increase. Therefore the knowledge and heightened awareness of this entity, early diagnosis
and detection with plain X-rays for urinary surveillance, may reduce the morbidity in spinal
cord injured patients.
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Introduction

Autonomic dysre¯exia is usually associated with
disturbance of bowel or bladder function.1 ± 3 However,
if patients develop symptoms on movement and sitting
up, lesions of the lumbar spine should be considered.
Charcot's joints of the spine in association with lesions
of the spinal cord are well recognised.4 ± 13 We report
two cases that presented with sweating and headaches
associated with sitting up and transfers.

Case 1

A tetraplegic man, now aged 53 years, sustained a C7 ±
T1 complete (Frankel A) injury following a road tra�c
accident in 1971. Thirty years later he presented to the
spinal outpatients with severe headaches and neck
pain, on sitting up and during transfers. He was unable
to maintain his mobility and independence. No recent
changes had occurred in relation to his bowel habit,
bladder or skin. Blood pressure on sitting ranged from
170/90 to 210/100. Thee were no other abnormal
features on examination. Routine A-P X-ray of the
urinary tract, showed a Charcot joint at T11 ± 12, with
underlying radiological features of ankylosing spondy-

litis (Figure 1). MRI scan showed changes in keeping
with Charcot's joint at T11 ± 12 (Figure 2). C-reactive
protein was 3, ESR 8, Treponemal antibody tests were
negative and together with MRI appearances, we
concluded that the changes were due to Charcot's
joint and not as a result of malignancy or infection.

Surgical fusion was considered but the patient was
reluctant to consider an operation at that time. Bed
rest was maintained for 6 weeks followed by gradual
mobilisation, over a period of 2 weeks, during which
time his symptoms resolved, and since that time there
have been no further episodes of dysre¯exia.

Case 2

A man now aged 61 years sustained a C5 complete
(Frankel A) injury, following a road tra�c accident in
1966. He sustained a fracture at C5± 6 that was treated
conservatively. Thirty years later he presented with
headaches and sweating, particularly, during the daytime
and while sitting. There was an increase in spasticity.
Blood pressure on sitting ranged from 170/80 ± 190/100,
and all other clinical examinations were normal. Plain X-
rays of the spine showed extensive degeneration changes
and ankylosis involving the lower thoracic and lumbar
spine, and Charcot's joints at L4 ± 5 and L5 ±S1 levels
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(Figure 3). MRI scan indicated these joints to be
neuropathic in origin and not malignant or infected
(Figure 4). He was treated with bed rest for a period of 8
weeks, during which symptoms of sweating and head-
aches resolved, and remain so at 4-year follow-up.

Discussion

Jean Martin Charcot described neuropathic joints in
association with neuro-syphilis.13,14 Any condition where
joints have an impairment in the protective sensation but
retained motor power, as in diabetic neuropathy, spinal
dysraphism and syringomyelia, Charcot's joints may
occur.4 ± 9 However in complete spinal cord injury,
movement occurs involuntarily during transfers and
pressure relief.9 Degenerative changes of the lower spine
are common in wheelchair users, and in some patients
changes progress to form Charcot's joints.

Although autonomic dysre¯exia is a useful warning
mechanism it can be a distressing and often alarming
symptom in patients with spinal cord injury. Alteration in
the function or distension of urinary bladder, large bowel,
rectum and the anal canal are the most common causes of
autonomic dysre¯exia.1 ± 3 Less common causes are
catheterisation and manipulation of indwelling catheters,
urinary tract infections and urinary calculi.1 ± 3 Diseases of
the gastrointestinal tract such as peptic ulcers, haemor-

rhoids and anal ®ssures may induce dysre¯exic symp-
toms.1 ± 3 Cutaneous stimuli from pressure sores,
paronychia, andburns, alongwith limb fractures, vertebral
fractures below the level of injury, joint dislocations and
heterotopic ossi®cation can be responsible for autonomic
dysre¯exia.1 ± 3 Sexual intercourse, ejaculation, pregnancy
and labour are someother causes.1 ± 3 Syringomyelia below
the level of spinal cord lesion and muscle spasms are also
reported to cause dysre¯exic symptoms.1 ± 3 Infections in
other hollow organs such as appendicitis and cholecystitis
are some other causes.1 ± 3 In all these cases, sitting up
lowers the blood pressure and relieves headache. If,
however, dysre¯exic symptoms occur on movements and
are aggravated as a result of sitting up, it is important to
consider lesions of the lower spine and the hips, as an
underlying cause. Beard et al.15 reported a case of
positional autonomic dysre¯exia in a patient with sacral
fracture.

Charcot's joints are a recognised entity in spinal
cord injured patients, but may be overlooked as a
precipitating cause for dysre¯exic symptoms, especially
as they commonly occur below the level of spinal cord
injury and fracture. As care of spinally injured patients

Figure 2 MRI of Thoracolumbar spine, sagittal T2-weighted
image. Pseudoarthrosis at T10 ± 11 level with loss of vertebral
height at both levels and associated signal change in the disc
and posterior elements. There is moderate narrowing of the
canal at this level. Gross degenerative changes are seen at L4 ± 5

Figure 1 Plain A-P X-ray of lumbar spine. Pseudoarthrosis at
T10 ± 11 level, sclerosis around the disc space suggests it is more
likely due to Charcot's joint rather than infection. There is
degenerative change and radiological features of ankylosis
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continues to improve, they live longer and lead a more
active lifestyle, it is expected that the incidence and
prevalence of Charcot's joints will increase. Therefore
a heightened awareness is essential to exclude them. A
routine plain X-ray for the surveillance of the urinary
tract performed in the spinal outpatients is su�cient
for initial diagnosis, as in our ®rst patient.
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Figure 4 MRI of Lumbar spine, sagittal T2 weighted image.
There is collapse at L5 with replacement of the L4 ± 5 level
with extensive high signal tissue anteriorly and changes in the
posterior elements. Appearances are of pseudoarthrosis with
surrounding in¯ammatory changes at L4 ± 5 level. There is
associated canal stenosis adjacent to the L4 ± 5 level and
ankylosis at some of the other levels of lumbar spine

Figure 3 Plain X-ray, P-A view of lumbar spine. Ankylosed
lumbar spine with gross osteophytic formation with pseudo-
arthrosis at the lumbo-sacral region
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