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density (OD), measured at 490 nm with an ELISA Rheumatology 2000;39:1290–1292
reader, demonstrated that the patient’s serum reacted Aseptic psoas pyomyositis and erosive discitis in a caseto elastase (OD 0.852) and cathepsin G (OD 0.79) but of calcium pyrophosphate crystal deposition diseasenot to human albumin (OD 0.11). The control sera did
not show any reactivity (OD 0.1 for elastase, 0.09 for S , Iliopsoas abscess and pyomyositis are rare clinical
cathepsin G, 0.08 for albumin). Thus, immune com- entities. Except for a few cases of carcinoma or focal
plexes consisting of autoantibodies and neutrophil pro- myositis mimicking abscesses [1, 2], they are infectious.
teases may exist in patients with a1-antitrypsin deficiency The concurrence of spondylodiscitis and bilateral psoas
and participate in inflammatory processes (although a abscesses is virtually pathognomonic of an infectious
direct demonstration of their pathogenic role in our process, Staphylococcus, Brucella and Mycobacterium
patient was not achieved because of the ethical impossib- tuberculosis being the most likely organisms. We report
ility of obtaining a repeat biopsy specimen). The relev- a case of calcium pyrophosphate crystal deposition
ance of neutrophil infiltration of the dermis to the (CPPD) disease presenting with erosive spondylodiscitis
induction of a1-antitrypsin deficiency panniculitis has associated with an aseptic inflammatory reaction of both
been demonstrated already [8], as has the regression of psoas muscles which mimicked such an infectious
panniculitis after the recovery of normal a1-antitrypsin process.
levels due to liver transplantation [9]. Together, these A 76-yr-old woman was admitted for exacerbation of
findings suggest that both the direct enzymatic activity chronic low back pain with leg weakness and repetitive
of released proteases and CIC induced by autoimmune falls. There was a history of diabetes with discrete poly-
reactions may generate panniculitis in the presence of neuropathy, chronic venous insufficiency, hypertension
a1-antitrypsin deficiency. Furthermore, they make it and mild chronic renal insufficiency. She had CPPD
possible to hypothesize that a genetic deficiency causing disease with radiological chondrocalcinosis at the wrists,
altered homeostasis between interacting molecules might knees and lumbar spine. Two years previously, a L2–L3
favour the onset of autoimmune reactions, perhaps due erosive discitis associated with a herniated disc had been
to the breakdown of idiotypic control. treated conservatively.

On admission, she complained of some morning stiff-G. F, P. C, P. B, L. B,
ness and occasional night sweats and fever, but deniedF. I
any weight loss, recent surgical procedures and uro-
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was no fever, cutaneous lesions, abdominal tenderness,
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aerobic and anaerobic bacteria and for Mycobacterium,
brucella and fungi remained negative. Histology revealed
only fibro-adipose and chronic inflammatory tissues.
Because of the strong suspicion of an infectious origin,
an L2 hemilaminectomy with psoas drainage was per-
formed. At no time before, during or after operation
were antibiotics administered. Tissue samples were sent
for culture and histology. No organism was demon-
strated on direct examination and the cultures remained
negative. Histology demonstrated necrotic cartilaginous
and osseous tissues, with a severe lymphoplasmocytic
inflammatory reaction. Some giant cells, but no granul-
omas, were observed (Fig. 2). The post-operative course
was favourable without antibiotic treatment, with the
disappearance of pain and neurological deficits. The
patient was discharged after 1 month and at 6 months
still had no complaints.

Iliopsoas abscess and pyomyositis are rare clinical
entities, but they are nearly always infectious. Over the
past century, the cause of this disease has changed.
Mycobacterium tuberculosis was responsible for most
cases initially, but after M. tuberculosis had been con-
trolled as a pathogen the predominant cause became
secondary iliopsoas abscess by direct extension of an
adjacent infection [3]. Gastrointestinal tract diseases,
particularly Crohn’s disease, became the most common
cause of psoas abscess [3]. Nowadays, primary iliopsoas
abscess is increasingly related to intravenous drug abuse
and the large number of HIV-infected patients [4].
Primary iliopsoas abscess occurs primarily in young
males, but secondary abscesses are observed in a some-
what older age group. The local anatomy of the psoas
muscle explains the various causes of secondary abs-
cesses, as this muscle is in contact with digestive, urogen-
ital and osseous structures [5]. The source of more than
80% of secondary iliopsoas abscesses is a gastrointestinal
tract perforation [resulting from inflammatory bowel
disease (in particular severe Crohn’s disease), appendi-
citis, diverticulitis, carcinoma, or others] or a primary

F. 1. MRI of the lumbar spine. Gadolinium-enhanced
T1-weighted images. (A) Sagittal section showing L2–L3 ero-
sive discitis with narrowing and inflammation of the disc space
with fluid (arrow) and marrow oedema extending from L1 to
L3. (B) Coronal section showing discitis with intradural free
fragment or abscess (arrow) and target lesion of the psoas F. 2. Section of a surgical biopsy stained with haematoxylin
muscle with an irregular thickened wall of increased signal and eosin, showing non-specific inflammatory reaction with
surrounding a central hyposignal (arrowheads) evoking an lymphoplasmocytic reaction, necrotic cartilage (black arrows)
abscess. and giant cells without granuloma formation (white arrows).
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bone infection within the spine, the ileum or the sacroil- mimic abscess images. This should avoid unnecessary,
costly and aggressive investigations to exclude aniac joints, as initially appeared to be the case in our
infectious process.patient [3, 5, 6 ].
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To our knowledge, this is the first observation of
pseudo-psoas abscesses associated with erosive discitis

Rheumatology 2000;39:1292–1294in a case of CPPD disease. Now that imaging techniques
such as CT and MRI are becoming increasingly preval- Who is referred for specialist rheumatology care?ent, we believe it to be important to recognize that
CPPD spine disease can be accompanied by a severe S, Although referral for specialist advice in secondary

care rheumatology departments is a key determinant ofinflammatory reaction of the psoas muscles which can


