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LETTER TO THE EDITOR

A Case of Severe Gout: A Differential Diagnosis
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Gout is an inflammatory arthritis caused by
chronic hyperuricemia. This arthritis is due to
deposition of monosodium urate crystals in and
around joints and connective tissue.1
Previously were described four different clinical
phases of gout progression:2
-----

Asymptomatic patients with serological
findings of hyperuricemia
Acute gouty arthritis
Intercritical gout
Chronic tophaceous gout: in this final
phase, there is permanent damage and it
is possible to find chronic synovitis, bone
erosion, and sometimes cartilage or tendon
damage and it is mostly characterized by
the presence of tophi3 composed of urate
crystals piled up in soft tissue and joints.
Poor or inadequate control of the disease
leads to destruction.

A 77-year-old female patient, coming from
a rural area, was admitted to our Emergency
Department with a 15-year long history concerning
a progressive functional decline of the movement
and pain worsening of hand fingers. On physical
examination she had marked interphalangeal
joints swelling, pain, and deformity (Figure 1).

Otherwise, her medical and family histories were
unremarkable, she did not receive any drug or
over-the-counter medication, she denied the use
of recreational drugs but admitted that she often
used to drink alcohol, mostly beer and her diet
included meat at least two to three times per
week that could have caused her to develop gout.
Laboratory tests showed increased serum urate
level as 510 mmol/L (normal values [NV] 89.22339.04 mmol/L), erythrocyte sedimentation rate
as 30 mm/h (NV 0-13) and C-reactive protein as
10.6 mg/dL (NV 0.5-1 mg/dL). The other routine
laboratory findings, including hemochrome,

Figure 1. Severe tophaceous gout with large tophi
deforming the hand fingers.
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platelet count, kidney and liver function blood test,
electrolytes, and clotting system (prothrombin,
thromboplastin and clottable fibrinogen) were
within normal range. Differential diagnosis
permitted to exclude rheumatoid arthritis because
it is a polyarticular disease and spares the
distal interphalangeal joints: additionally, the
patient was anti-citrullinated protein antibodynegative. Psoriatic arthritis was not considered
because it generally involves only the distal
interphalangeal joints. Osteoarthritis (OA) was
excluded as well because the American College
of Rheumatology criteria for hand OA diagnosis
were not respected.4 Besides, causes of metabolic
OA associated with metabolic syndrome such as
overweight,5 dyslipidemia,6 hyperglycemia,7 and
vitamin D deficiency8 were excluded since the
patient did not present these key components of
metabolic OA. A written informed consent was
obtained from the patient.
Calcium pyrophosphate dihydrate arthritis,9
also called pseudogout, was excluded because
aspiration and synovial fluid analysis did not
reveal the characteristic presence of calcium
pyrophosphate dihydrate crystal. Arthritis
associated with calcium phosphate crystals
(generally hydroxyapatite) or calcium oxalate
crystals10 was excluded for the absence of crystals
in synovial fluid.
Moreover, our patient met the criteria for the
diagnosis and investigation of gout11 and synovial
fluid analysis permitted the identification of the
characteristic monosodium urate crystals in joint
fluid. Although the diagnostic utility of measuring
uric acid level is limited,12 our patient had high
value of serum urate level.
This report shows a case of severe gout
arthritis in a patient who did not undergo general
medical or rheumatological examination for many
years. Our patient decided to apply to the hospital
because pain and functional impotence of the
hand fingers were becoming increasingly severe.
Consequently, we found ourselves before a case of
severe untreated gout.
Conventional X-rays are frequently used for the
diagnosis and follow-up of gout while our patient
refused to undergo X-ray investigation due to her
fear of radiation although we explained that the
radiation level she would be exposed to would be
low.13 Although the patient refused to undergo
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hand X-rays, physical examination in association
with synovial fluid analysis and serum urate levels
permitted us to establish the diagnosis of gout.
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