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DesCripTion
A 66-year-old woman presented with renal failure 
and purulent discharge associated with a chronic 
prosthetic joint infection (PJI) of the left knee. Her 
medical history consisted of an untreated chronic 
hepatitis B and recurrent giant-cell tumour of bone 
revealed by spontaneous fractures 20 years previ-
ously. Multiple tumour resections led to knee pros-
thesis implantation in 1992 with no tumour relapse 
thereafter. The patient experienced a methicil-
lin-susceptible Staphylococcus aureus chronic PJI in 
the following months that required two-stage pros-
thesis replacement and a prolonged antibiotherapy. 
A clinical suspicion of superinfection was confirmed 
in 2002 by a puncture of the synovial fluid that 
found a methicillin-resistant Staphylococcus epider-
midis. The patient declined both surgical and 
medical treatment and was lost to follow-up.

She subsequently presented in 2015 with partial 
impotence, no flexion of the left knee and multiple 
fistulae with purulent discharge (figure 1A) that had 
evolved for years and that had been treated with a 
self-made bandage. X-ray (figure 1B) and CT scan 
(figure 1C) found extensive periostea reaction of the 
femur, bone destruction and prosthesis loosening. 
Lab results found inflammatory syndrome (C reac-
tive protein: 69.5 mg/L), normocytic anaemia 
(77 g/L haemoglobin) and a stage 4 chronic kidney 
disease (glomerular filtration rate: 26.3 mL/min 

vs 110 mL/min in 2011; Chronic Kidney Disease 
Epidemiology Collaboration equation); proteinuria 
(1.58 g/24 hours) was associated. She also reported 
transient recurring macroscopic haematuria. Renal 
echography found kidneys of normal size with no 
cysts or sign of obstruction. Biopsy of the minor sali-
vary glands found AA amyloid deposits and serum 
amyloid A protein positive staining (figure 1D,E). 
Screening for autoantibody and cryoglobulinaemia 
was negative. Serum protein electrophoresis found 
polyclonal gammapathy. Bladder biopsies under 
cystoscopy were also positive for AA amyloid 
deposits. After evaluation of the risk–benefit ratio, 
the nephrologist considered that a kidney biopsy 
was not required to confirm the diagnosis, as two 
histological samples shown AA amyloid deposits, 
and other diagnosis were unlikely. A transfemoral 
amputation of the left leg was performed, followed 
by an empirical antibiotherapy with daptomycin 
350 mg/day and clindamycin 1800 mg/day. Medical 
treatment was discontinued after 10 days because of 
an allergic reaction with cutaneous rash and acute 
renal failure that resolved after cessation of treat-
ment. Culture of the resected bone did not identify 
any causal organism for the infection: 1/5 samples 
was positive for Propionibacterium acnes consid-
ered as a contaminant. The patient presented no 
relapse of infection but required chronic dialysis 
and a cystectomy for recurring haematuria with 
severe haemorrhaging 3 months later.

AA amyloidosis is a rare complication of chronic 
inflammatory disorders such as chronic bacte-
rial infections. AA amyloid fibrils are derived 
from serum amyloid A protein and accumulate 
in tissue leading to organ dysfunction.1 In the 
largest published cohort of 374 patients with AA 

Figure 1 Chronic prosthetic joint infection of the left 
leg causes AA amyloidosis. Clinical aspect of the left leg 
after 13 years of chronic infection: cutaneous fistula with 
purulent flow and inflammation of the dermis (A). X-ray 
(B) and CT scan (C) findings showing extensive periosteal 
reaction and bone destruction of the left femur with 
prosthesis loosening. Histological findings of the minor 
salivary glands: haematoxylin phloxine saffron stain with 
amyloid fibrils (D) that are red Congo positive (E).

Learning points

 ► Amyloid A (AA) amyloidosis is a possible 
complication of untreated chronic osteomyelitis 
or prosthetic joint infection.

 ► Unexplained chronic kidney disease with 
proteinuria in a context of chronic bone and 
joint infection should led to search for AA 
amyloidosis through minor salivary glands 
biopsy.

 ► Even after infection resolution, renal prognosis 
remains poor for AA amyloidosis with kidney 
disease.
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amyloidosis, osteomyelitis was the underlying disease for 1.3% 
of patients (5/374).1 Renal dysfunction is reported to be the 
predominant disease manifestation with a poor functional prog-
nosis particularly when renal dysfunction was severe at diag-
nosis.2 This rare but mainly irreversible complication should be 
discussed with patients with extended infection of large tumour 
prosthetic joints and who decline therapeutic strategies.
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