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Case report

Gold nephropathy due to auranofin obscured by
tolmetin pseudoproteinuria
A. P. R. WILSON, P. J. PROUSE, AND J. M. GUMPEL

From the Department of Rheumatology, Northwick Park Hospital and Clinical Research Centre, Harrow,
Middlesex

SUMMARY A 63-year-old woman with seropositive rheumatoid arthritis was successfully treated
with auranofin for 12 months. Heavy proteinuria then developed and the drug was stopped.
However, the proteinuria apparently became worse. This was later recognised to be a spurious
effect due to the introduction of tolmetin. Renal biopsy showed a type I membranous
glomerulonephropathy.

Auranofin (triethylphosphine gold) is an effective
disease modifying drug in rheumatoid arthritis' with
the advantages of oral administration and a low inci-
dence of serious side effects. We report a case of gold
nephropathy on auranofin which also demonstrates a
diagnostic pitfall.

Case report

Our patient, a 63-year-old woman, had suffered from
generalised seropositive rheumatoid arthritis since
1973. Intramuscular sodium aurothiomalate was
started at 50 mg a week in 1981 but stopped after 3
months because of oral ulceration. In July 1981 she
was commenced on auranofin 3 mg on alternate days
as part of a clinical study. She did not improve symp-
tomatically until 9 months later and then on a dose of
6 mg daily. She was noted to have mild proteinuria
twice on outpatient Albustix testing in February
1982, but heavy proteinuria was not observed until
August, when she also developed epigastric pains.
Multiple gastric erosions and a duodenal ulcer were
seen at endoscopy.

Tripotassium dicitratobismuthate, De-Nol, was
commenced and her anti-inflammatory drug changed
from indomethacin to fenbufen. The auranofin was
stopped, and a 24-hour urine collection showed
2-23 g of protein. Subsequently electrophoresis
demonstrated a heavy nonselective proteinuria. A
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week later tolmetin was substituted for fenbufen, and
subsequent urine collections revealed proteinuria
increasing to 5-8 g/24 hours over the next month,
although serum albumin and creatinine clearance
were unchanged at 38 g/l and 78 ml/min respectively.
Rectal biopsy did not demonstrate amyloid fibrils,
and a renal biopsy showed membranous
glomerulonephritis stage I of gold nephropathy.
There was a slight increase of mesangial cells, coarse
localisation of IgG in capillary walls, and extensive
loss of foot processes. Histological examination for
gold showed its presence in the tubular cells.
Two weeks later she experienced transient

haematuria with clot retention, and the creatinine
clearance fell to 44 ml/min. 24-hour urine collections
were still showing over 2 g protein with a normal
serum albumin. However, it was later noted that
Albustix testing failed to demonstrate any protein.
Subsequent electrophoresis showed only a trace of
albumin in the urine, and dye binding method for
albumin showed only 0 46 g in 24 hours. She was still
taking tolmetin. Subsequent recovery was unevent-
ful. Creatinine clearance 4 months later had risen to
63 ml/min.

Discussion

Our patient developed heavy proteinuria, shown on
electrophoresis, while taking auranofin. The appar-
ent rapid increase in severity of the proteinuria
developed during treatment with tolmetin and was
only later recognised to be misleading. A false posi-
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tive reaction with the standard sulphosalicyclic acid
method for protein is caused by the precipitation of
the dicarboxylic acid metabolite of tolmetin. Ehrlich
and Wortham2 showed the importance of alternative
methods of estimating proteinuria, such as Albustix
or electrophoresis, in patients on tolmetin.

Proteinuria was first noted after five months'
therapy with auranofin and was no longer apparent 6
weeks after stopping treatment. Heavy proteinuria
associated with auranofin was described initially by
Revach et al. I in a case report, and in a later control-
led study the incidence of proteinuria was less than
5 % in the total experience of auranofin.' In only one
report has a renal biopsy been taken, showing a type I
membranous glomerulonephritis.' Proteinuria de-
veloping with intramuscular gold is associated with
HLA-D3, B8, and this antigen group was present in
our patient.5

While the incidence of gold nephropathy with
auranofin is low in published trials, the true impor-
tance of this complication will become clear only with
more widespread use.
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