
The Journal of Arthroplasty Vol. 14 No. 3 1999 

Case Report 

R e c u r r e n c e  of  G o u t  
Af ter  Total  K n e e  A r t h r o p l a s t y  

P h i l  B l y t h ,  B H B ,  M B C h B ,  a n d  V. S. Pai ,  M C h ( O r t h ) ,  M S ( O r t h )  

Abstract: The existence of gout  in a total  knee  ar throplasty (TKA) m a y  be more  
c o m m o n  than  is current ly  recognized.  We repor t  2 cases of acute recur rence  of gout  in 
knees after TKA, 1 wi th  coexis tent  infection.  Key words:  cemen ted  total knee  
arthroplasty, gout, urate crystals, infection.  

Total knee  arthroplasty (TKA) is a c o m m o n  opera- 
tion for all types of arthritis, including chronic gouty 
arthritis. The ability of gout  to mimic infection and a 
failure to look actively for the presence of urate 
crystals are 2 possible reasons for the lack of recogni- 
t ion of gout in a TKA. The inf lammatory response to 
the presence of urate crystals may  be responsible for 
some cases of aseptic loosening. To the best of our  
knowledge,  the presence of gout in a TKA has been 
described only once previously [1]. This article 
describes 2 cases of the recurrence of gout after 
TKA: 1 patient  with coexistent sepsis and 1 patient  
who  developed a fur ther  attack of gout. 

Case Report  I 

A 58-year-old Maori man  with a 30-year history 
of gout  affecting his hands, elbows, and knees had a 
right TKA (Cemented Miller Galante, Zimmer) in 
May 1996. Four  months  later, he exper ienced in- 
creasing knee  pain and had difficulty walking. He 
assumed it was his normal  gout and self-prescribed 
diclofenac 75 mg twice a day and colchicine 0.6 mg 
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3 times a day. He became increasingly feverish and 
unwell,  however.  

On examination,  the patient's tempera ture  was 
37.9°C, and pulse was 110 beats/min.  His knee was 
hot  and red with a tense effusion. Lymphadenopa-  
thy was not  evident. The range of flexion was 
be tween  5 ° and 30 °. Radiographs showed a well- 
fixed TKA with no evidence of loosening. Labora- 
tory findings included a white blood cell count  of 
12.8 x 109/L with 98% neutrophils,  and the eryth- 
rocyte sedimentat ion rate was 88 mm/h .  Blood 
urate level was high at 0.91 mmol /L  (normal, 
0.2-0.4 retool/L), and blood cultures grew Staphy lo-  

coccus aureus .  A 30-mE knee aspirate of frank pus 
was positive for urate crystals, and a Gram's stain 
showed gram-positive cocci, which subsequently 
grew S. aureus .  Treatment  was started with intrave- 
nous flucloxacillin 1 g 4 times per day. An emer- 
gency arthroscopic washout  was performed with 4 L 
of normal  saline. After this, the patient  developed 
septic shock with acute respiratory failure, high- 
ou tput  renal failure, and metabolic acidosis requir- 
ing venti lat ion and inotropic support. 

Despite 2 washouts  in the following 4 days, the 
patient's toxic symptoms deteriorated. The patient 
was re turned  to the operating room on the fifth day 
after admission for incision, drainage, radical de- 
br idement  with removal  of the prosthesis, and 
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insert ion of an antibiotic-laden po lymethy lmetha-  
crylate spacer. 

For a fur ther  10 days after the removal  of the 
prosthesis, the patient cont inued to have a fever of 
greater than  38°C. On weaning sedation, it was 
found that  he had developed a modera te ly  severe 
sensory and motor  peripheral  neuropathy,  with 
generalized weakness in bo th  arms and legs and 
some numbness  in both  feet, suggestive of critical 
illness neuropathy.  

The patient's recovery was fur ther  complicated by 
an attack of gout  with swelling in wrists, knees, and 
ankles. His trachea was finally extubated on day 76. 
A knee  aspirate after this showed blood clots with 
urate crystals; no bacteria were seen, and the cul- 
ture was sterile. Flucloxacillin was changed to di- 
cloxacillin 500 mg 4 times a day orally. 

Three months  postadmission, the patient was 
transferred to the rehabili tation unit  and was able to 
at tend to simple grooming tasks independently.  
Fur ther  intensive phys io therapy is p lanned with 
consideration of revision knee  arthroplasty or ar- 
throdesis in 2 months.  

Case Report 2 

A 52-year-old Maori man  with a 20-year  history 
of gout affecting his wrists, elbows, and knees had 
had an unc e me n ted  right TKA (Duracon, How- 
medica, USA) for progressive arthritis. The opera- 
tion had proceeded uneventfully,  and postopera- 
tively he was given cefuroxime 750 mg 3 times a 
day for 48 hours. 

On the third postoperative day, the patient  spiked 
a tempera ture  of 38.6°C. On examinat ion,  his knee  
was warm, swollen, erythematous ,  and tender. A 
complete blood count  showed a white  cell count  of 
8.5 × 109/L with 65% neutrophils.  Both a urine 
specimen and a chest radiograph showed no abnor- 
mality. A knee  aspirate showed red blood cells 
greater than  1000/ram 3, occasional po lymorpho-  
nuclear  cells, and no bacteria or subsequent  growth. 
The specimen was not  examined  for crystals. The 
patient  was r ecommenced  on int ravenous cefurox- 
ime 750 mg 3 times a day. 

On the four th  day, the patient's general condition 
deteriorated; his knee became warmer,  more  swol- 
len, and painful. There was no discharge from the 
wound,  and blood cultures yielded no growth. In 
addition, he developed painful swelling in his wrist 
and metacarpophalangeal  joints. A second aspira- 
t ion of the knee  joint  revealed red cells greater than  
1,000/ram 3 and occasional po lymorphonuclear  cells, 
and it was positive for urate crystals. He was started 
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on naproxen  750 mg immediately, followed by 250 
mg 3 times a day and colchicine 1.2 g then  0.6 mg 3 
times a day. The following day, his tempera ture  
re turned  to normal.  By day 7, the gout in his hand  
had resolved, and the colchicine was withdrawn.  He 
cont inued to mobilize and, with all signs of inflam- 
mat ion settling, was discharged. 

Five weeks later, the patient  was re-referred by 
his physician with a 1-day history of fever, pain, and 
swelling. On examination,  his tempera ture  was 
37.5°C, and his pulse rate was 107 beats/rain. His 
knee had a 15 ° fixed flexion deformity with fur ther  
flexion of 80 °. The knee joint was hot  and erythema-  
tous with a moderate effusion. The metatarsophalan- 
geal joints of his right foot were  also tender. His 
leukocyte count  was 6.7 × 109/L with neutrophils  
44%, and his erythrocyte  sedimentat ion rate was 60 
mm/h .  Aspirate f rom the knee  confirmed a recur- 
rent  attack of gout, and subsequent  culture was 
negative. The patient  improved with colchicine 1.2 
g followed by 0.6 mg 3 times a day and naproxen  
250 mg 3 times a day and was commenced  on 
long-term allopurinol 300 mg daily. Twelve months  
later, he remained almost asymptomatic.  

Discussion 

The prevalence of gout varies f rom approximately 
0.1% in Europe [2] to 14% in the adult male Maori 
populat ion of New Zealand [3]. It is well k n o w n  that 
the typical acute attack may be precipitated by 
events such as a surgical procedure  [4]. The high 
incidence of gout in the Maori populat ion may  
explain the presentat ion of 2 cases of gout  after TICA 
in our  depar tment  in a year. Williamson et at. [1] 
reported a case of acute gouty ar thropathy in the 
knee after a TKA and suggested the importance of 
differentiating gout from infection. They also sug- 
gested that in 5 % to 15 % crystals may  be absent in 
the synovial fluid. W h en  the synovial fluid is nega- 
tive, a synovial biopsy may confirm diagnosis. 

Case 1 illustrates the importance of keeping the 
differential diagnosis open because it shows it is 
possible to have urate crystals in the presence of 
sepsis. Had the t rea tment  of the patient's infection 
been delayed any further, there may  have been  a 
fatal outcome.  It is not  clear whe the r  the formation 
of crystals predisposed the joint  to infection or 
whe the r  the crystals precipitated as a result of a pH 
change in synovial fluid after infection. 

Case 2 suggests that an acute attack of gout can 
mimic infection, and the diagnosis can be missed 
unless the synovial fluid is examined for crystals. 
The attack usually peaks 24 to 48 hours  after first 
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onset, then  subsides within 7 to 10 days; this may  be 
similar to the time course of a treated infection. 

It is not  possible to differentiate accurately be- 
tween  acute gout  and infection on clinical grounds 
alone. Both conditions cause a painful, erythema-  
tous, warm, and swollen joint. Biochemical mark- 
ers, such as a raised erythrocyte sedimentat ion rate 
or serum urate, may  be found in both instances. 
Consequently, the diagnosis of gout  relies on syno- 
vial fluid or tissue examinat ion under  a polarized 
microscope. Because the presence of gout  in a TKA 
is relatively rare, laboratories may  not  routinely 
examine the fluid with polarized light unless specifi- 
cally requested. 

We believe that gout in TKAs is more widespread 
than is currently recognized. There may  be m a n y  
more  patients with suspected infections of TKAs 
that are actually attacks of gout, and some cases of 
aseptic loosening may  be caused by chronic gouty 
inf lammation [5]. The recognition of gout is essen- 
tial for prolonging prosthetic joint survival in a 
patient with this condition. We strongly recom- 

mend  the examinat ion of synovial fluid for urate 
crystals to avoid missing the diagnosis of gout. 
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