L ettersto the Editor

arthroscopy (7), a pubic osteitis after blad-
der surgery (8) and adorsal spondylodiscitis
in a patient treated with steroids have been
reported (9). Trauma or immunosuppression
appear to be important promoting factors.
Spondylodiscitis after discectomy israre, but
an increasing number of reports have emerg-
ed during this last decade (10). Hematoma
or tissue remaining after an operation have
been presented as favourable growth media.
Our case shows that absence of fever, nor-
mal WBC counts and amoderate increase of
ESR and CRP do not exclude the possibility
of an acute spondylodiscitis, especially with
low virulent bacteria. Moreover, SL spondyl-
odiscitis can develop in non-immunosup-
pressed patients. SL disclosed in blood sam-
ples should not be considered as a contami-
nation, especially if more than one sample
reveals the pathogen.
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Peculiar myelopathy in a
patient with overlap syn-
drome with lupus- and
rheumatoid-like symptoms

Sir,

Spinal cord lesions are rare in patients with
systemic lupus erythematosus (SLE) or rheu-
matoid arthritis (RA) except for transverse
myelitis (TM) in SLE or compression my-
elopathy induced by atlantoaxial subluxation
in RA (1-4). Small vessel vasculitis may lead
to periphera neuropathy in RA patients with
persistent elevation of rheumatoid factor (RF)
but seldom cause myelopathy (2). We de-
scribe a patient with overlap syndrome char-
acterized by features of SLE and RA who
developed widespread plaguesin the thoracic
spinal cord mimicking multiple sclerosis
(MS), but who presented with neurological
signs much more like those found in TM (3,
4).

A 32-year-old woman had bilateral arthritis
for 9 years, involving the proximal interpha
langeal (PIP), metacarpophalangea (MCP),
metatarsophalangeal, wrist, knee, elbow, and
anklejoints. At onset these presentations were
recognized as RA because the patient had
high and fluctuating serum RF, and juxta-
articular osteoporosis of the PIP and MCP
joints, as demonstrated by radiography. Ear-
lier treatments included non-steroidal anti-
inflammatory drugs, corticosteroids, gold,
hydroxychloroquine, and D-penicillamine,
but were administered irregularly. Deformi-
tiesincluding hallux valgus and subluxation
of the interphalangeal joints of thumbs oc-
curred despite treatment. Weight loss (10 kg),
splenomegaly, and leukopenia devel oped
later. However, there was no hematuria, pro-
teinuria, rash, hair loss, sicca complex, Ray-
naud’ s phenomenon, hypocomplementemia,
or serositis.

Subsequently, the patient’s polyarthritis and
myalgia deteriorated and methotrexate (7.5
mg/week) was started. This drug was only
used for 2 months because abnormal liver
function appeared and the patient suffered
from upper gastrointestinal bleeding. Numb-
ness of the lower limbs occurred soon after-
wards, but was not associated with motor de-
ficits. A nerve conduction study, electromy-
ography (EMG), and magnetic resonance
imaging (MRI) of the spine failed to show
abnormalities. Four months prior to admis-
sion to our hospital, a sudden and complete
paralysis of the lower extremities bilaterally
and urinary incontinence occurred, which
were complicated by the rapid devel opment
of alarge decubitus ulcer in the sacrum.
Neurological examination on admission re-
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vealed slightly diminished strength in the
quadriceps, and hip flexion and extension.
Ankle extension and flexion were poor. Knee
jerks were normal, but ankle hyperreflexia
and bilateral Babinski signswere present. Pin
prick and light touch sensation was impaired
below T7, vibration sensation was impaired
below the knees, and proprioceptive sensa-
tion was impaired below the ankles. There
was flaccid paresis over both legs. The up-
per extremities were entirely normal. Another
EMG, motor and sensory nerve conduction
studies, and MRI were unrevealing. A tibial
nerve sensory evoked potential (EP) study
disclosed marked diminution of the cortical
potentials, suggesting thoracic myelopathy.
A urodynamic study showed poor compliance
of the urinary bladder. Visua EP, computer-
ized tomography (CT) myelogram, and MR
of the brain were negative. However, afol-
low-up MRI disclosed multiple discrete
hyperintense plaques in the thoracic spinal
cord (Fig. 1). A follow-up radiograph showed
flexion deformities and ulnar deviation of the
MCP joint with minimal bone and cartilage
erosions.

Laboratory studies showed WBC 2,600/mm3
without shift, hemoglobin 10.0 g/dL, mean
corpuscular volume 88.5 fL, mean corpus-
cular hemoglobin 30.9 pg, mean corpuscu-
lar hemoglobin concentration 34.9 g/dL, RF

Fig. 1. MRI of the thoracic spine 2 months after
paralysis shows 5 discrete high signd plagues, 2 x
5mmin size, on along repetitive time (T2-weight-
ed) sagittal image at the level of T3-4, T6, T8 and
T12 (arrows), which are very similar to thelesions
of multiple sclerosis.
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1,590 1U/ml, 1gG 4,490 mg/dL, IgA 574 mg/
dL, IgM 245 mg/dL, C3c 58 mg/dL, C4 20.2
mg/dL, and C-resctive protein (CRP) 2.0 mg/
dL. The partial thromboplastin time and pro-
thrombin time were normal. Direct and indi-
rect Coombs’ tests were negative. Antinuclear
antibodies (ANA) were 1:640 (homogenous)
and anti-dsDNA antibodies were 40 [U/ml.
Anti-histone and anti-U1 ribonucleoprotein
(RNP) antibodies, aswell as circulating im-
mune complexes (CIC, 90 mg/ml heat ag-
gregated human globulin) were present, but
anti-Smith, anti-SS-A/Ro, IgM and 1gG anti-
cardiolipin antibodies (aCL), and cryoglobu-
lin were absent. Urinalyses were negative. A
cerobrospina fluid (CSF) study revealed the
presence of oligoclonal bands. Antibodies
against HIV and Type | human T cell leuke-
miavirus were negative.

Intravenous (1) methylprednisolone 125 mg
g6 hr wasgiveninitidly. A courseof IV pulse
therapy with cyclophosphamide (600 mg/
month) (1) was given soon after the diagno-
siswas confirmed. There was no discernible
recovery of neurological deficits at the 4th
month. However, muscle power, sensation in
the lower extremities and voiding strength
showed partial improvement at the 6th month
and another MRI revealed the complete dis-
appearance of the plaques. Approximately
two years later, however, the patient died of
afebrile episode in another hospital, which
was associated with bacteremia originated
from E. coli and P. aeruginosa. There was
no newly developed neurological insult up
to her death.

The patient’ s overall presentation seemed to
fulfill the diagnosis of Felty’s syndrome be-
cause she had clinical and laboratory evi-
dence of RA, anti-histone antibody, massive
splenomegaly, weight loss, and granulocy-
topenia (5, 6). However, the diagnosisof SLE
or mixed connective tissue disease (MCTD)
cannot be definitely excluded because oral
ulcer, leukopenia, high ANA titers, low anti-
dsDNA antibody titers, and CIC were present,
despite the absence of hair loss, photosensi-
tivity, renal disease, hemolytic anemia, hypo-
complementemia, or Raynaud’s phenom-
enon. Besides, the joint lesionsin the hands
became much more like the Jaccoud’s ar-
thropathy found in patientswith SLE astime
lapsed. Although most of the laboratory find-
ings could also be present in a severe form
of RA such as Felty’ s syndrome (5, 6), they
would not appear simultaneously or in the
same patient. The significance of anti-U1
RNP antibodies is unclear. Whether they can
be present in Felty’s syndrome is unknown.
Interestingly, the association of this autoanti-
body with Jaccoud’ s arthropathy has been
reported (7). Because the patient did not de-
velop Raynaud’ s phenomenon throughout the

course of her disease, no sufficient evidence
suggested the definite presence of MCTD.
The most confusing but interesting point was
the remarkabl e disagreement between the
neurological manifestations and the anatomi-
cal distribution of the myelopathy. As re-
vealed by MRI, the lesions spread from T3
to T12, much more like the discrete plaques
of MSthan the cord widening seenin TM (3,
8). The brain MRI and visual EP were nor-
mal, but CSF contained oligoclonal bands (9-
11). Theclinical presentation resembled TM
at the T7 level. Thus, it could not be deter-
mined whether shehad TM or MS. Some TM
cases may evolveto MS (12). On the other
hand, plaquesin MS may be totally asymp-
tomatic (13). Hence, it was possible that only
one plague accounted for her TM-like symp-
toms.

Numerous factors may be implicated in the
pathogenesis of these neurological manifes-
tations (4). IgM and 1gG aCL were absent
and there was no strong evidence to suggest
the lupus anticoagulant. Sjégren’ s syndrome
was less likely because the patient did not
present with sicca complex or anti-SS-A/Ro
antibodies. HIV-associated myelopathy is
radiologically smilar to TM (14), but enzyme
immunoassays had excluded this possibility.
Whether it was a presentation of "pseudo-
Felty syndrome with large granular lymph-
ocytes' or non-Hodgkin's lymphomawas un-
known because we did not study the bone
marrow or lymphocyte subpopulation. On the
other hand, there was no trauma, radiation
injury, vaccination, or evidence indicating a
viral or bacterial infection prior to parapare-
sis. The presumable cause may be immune
complex-induced vasculitis affecting verte-
bral vessels, which could lead to cord infarc-
tion. Supportive evidence included raised
CIC, persistently high RF, and oligoclonal
bandsin the CSF, which were paralldl to para
paresis. Regardless of the underlying patho-
genesis, the development of this bizarre tho-
racic myelopathy in a patient with overlap-
ping symptoms mimicking RA and SLE was
very unusual .
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