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Abstract Gout is a disease caused by an inflammatory re-
sponse to an aggregation of monosodium urate crystals that
develop secondary to hyperuricemia. Throughout its natu-
ral history it has four stages: asymptomatic hyperuricemia,
acute gouty arthritis, intercritical gout, and chronic topha-
ceous gout. In this article, we report the case of a patient
who had asymptomatic hyperuricemia secondary to pyrazi-
namide, which was prescribed for pulmonary tuberculosis,
and had developed an acute gouty arthritis immediately
after the “Feast of Sacrifice” due to a dietary excess of
purine.
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Introduction

Gout is a metabolic disease with elevated serum uric acid
concentration, recurrent attacks of acute arthritis, and
deposition of monosodium urate crystals in and around the
tissues. It is classified as primary, secondary, or idiopathic
according to the underlying mechanism.1,2 The most promi-
nent feature of the disease is hyperuricemia, a term defining
a serum uric acid level that exceeds 7mg/dl. An increase in
the formation of uric acid and/or a decrease in its excretion
can result in hyperuricemia. Although it is a benign condi-
tion, asymptomatic hyperuricemia should not be over-
looked as it may result not only in gouty arthritis, but also in
nephrolithiasis. In this article, we describe a patient who
had developed an acute attack of gouty arthritis due to a
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dietary excess of purine while being treated with antituber-
culosis drugs, following an asymptomatic hyperuricemic
period.

Case report

A 48-year-old man was admitted to the emergency room in
our hospital with pain, swelling, and erythema of his right
wrist and ankle. The articular complaints had begun in his
wrist, and after a day his ankle was also involved. As well as
a “sharp” articular pain, he also complained of stiffness. He
had not had any similar symptoms before. A physical ex-
amination revealed signs of inflammation involving his right
wrist and ankle. His past medical history showed that he
had had a diagnosis of acute pulmonary tuberculosis 2
months previously, and had been treated with pyrazina-
mide, isoniazid, and rifampin. Twelve days before the start
of his complaints, his serum uric acid concentration was
found to have increased from 7.1mg/dl (before initiation of
the antituberculous treatment) to 12.4mg/dl (range 3.5–7.5)
during his follow-up in the Pulmonary Medicine Clinic, and
allopurinol at 300mg/day was started. The patient did not
complain of fever, sore throat, diarrhea, constipation, dys-
uria, pollacuria, or oral or genital aphthous lesions. How-
ever, it was learned that he had eaten a lot of food
containing meat and offal in the “Feast of Sacrifice” during
the past week. In his initial laboratory evaluation, which
was performed when he came to the emergency room, his
hemoglobin was 14.6g/dl (range 13.5–17.5), hematocrite
43.2% (range 40–53), white blood cell count 16800/mm3

(range 4500–11000), and platelets 400000/mm3 (range
130000–400000). His erythrocyte sedimentation rate was
114mm/h (range 0–20) and his C-reactive protein was
48mg/l (range 0–6). All parameters in his biochemical
analysis were normal except for serum uric acid concen-
tration, which was 8.5mg/dl. Tests for antistreptolysin-O
antibodies, rheumatoid factor, brucella agglutination, anti-
nuclear antibodies, and anti-dsDNA antibodies were nega-



307

tive. An acute attack of gouty arthritis was diagnosed, and
the patient was admitted to our Physical Medicine and Re-
habilitation Clinic for further examination and treatment,
where diclophenac sodium at 150mg/day and a diet low in
purine were started. Pyrazinamide was discontinued
after consultation with his physician in the Pulmonary
Medicine Clinic. As well as the medical treatment, the ap-
plication of cold for the inflammation and transcutaneous
electrical nerve stimulation to the painful joints for analge-
sia were prescribed. Within 2 weeks, all his problems disap-
peared and a physical examination was normal except for a
desquamation in the dorsum of his right foot. Except for
an erythrocyte sedimentation rate of 71mm/h, the results of
his last laboratory evaluation were normal, including his
serum uric acid concentration (4.4mg/dl). After reducing
the dose of allopurinol to 150mg/day, the patient was
discharged.

Discussion

The term “gout” is derived from the Latin “gutta”, which
means “a drop.” In the 13th century, a poisonous drop that
had fallen into the joint was said to be the reason for the
disease. Gout was also called the “disease of the kings” and
the “king of the diseases.” The main pathology of the dis-
ease is hyperuricemia due to the increased formation and/or
decreased excretion of serum uric acid. In illnesses such as
lymphoproliferative and myeloproliferative diseases, mul-
tiple myeloma, thalassemia, and pernicious anemia, hyperu-
ricemia may develop as a result of increased bone marrow
activity.1 In chronic renal failure, dehydration, hyperten-
sion, diabetic ketoacidosis, obesity, hyperparathyroidism,
and hypothyroidism, the renal clearance of uric acid de-
creases, and this may result in hyperuricemia.1 Some drugs,
such as diuretics, ethanol, low-dose salicylates, pyrazina-
mide, and ethambutol, also decrease the renal clearance of
uric acid and may be the reason for hyperuricemia. For that
reason, in patients with hyperuricemia and/or acute gouty
arthritis, their previous medical history is important in
order to check for any related diseases, and to establish
the nature of the drugs consumed.

In our patient, a diagnosis of acute gouty arthritis was
made according to the American College of Rheumatology
Criteria.3 Taking into consideration the antituberculosis
treatment he was on, pyrazinamide was thought to be the
cause. Pyrazinamide deaminase, a microsomal enzyme,
deaminates pyrazinamide into pyrasionic acid. Pyrasionic
acid increases the concentration of serum uric acid via inhi-
bition of its renal tubular excretion.4–10 Our patient had been
treated with pyrazinamide for 2 months when asymptom-
atic hyperuricemia was detected. Although treatment with
allopurinol was started, he developed acute gouty arthritis
after 2 weeks. Here, two factors can be considered as pos-
sible triggers. Because it has been reported that allopurinol
and/or uricosuric drugs can trigger acute gouty arthritis, the
first factor could be the alterations in the serum uric acid
level as a result of the allopurinol.10 Considering the timing

of the arthritis, which was just after the “Feast of Sacrifice”,
the second factor could be the dietary excess of purine.
During the “Feast of Sacrifice,” foods containing meat and
offal, such as liver and kidney, are cooked and eaten much
more frequently than usual. The patient had stated that
because he was given no recommendations about his diet,
he had eaten too much meat during this period. Because of
the history of a sudden increase in the purine content in his
diet, we considered that the second factor might also be a
trigger for the acute gouty arthritis, as well as the decrease
in serum urate caused by the allopurinol.

The dietary restriction of purines is not the most
important factor in controlling hyperuricemia, but it should
not be ignored. As well as dietary habits, obesity and alco-
hol intake should also be controlled.1,11 Some studies have
reported that special dietary regimens had decreased serum
uric acid concentrations, and had suggested them as the first
step in any treatment.12,13 Calorie limitation is also sug-
gested, together with a low purine diet.14 Although we share
the opinion that dietary restriction is not the principal treat-
ment, it might be important in some special conditions, as in
this case.

In Turkey, the incidence of tuberculosis is higher than in
Western populations, and drug combinations involving
pyrazinamide are widely used. As a result, the incidence of
asymptomatic hyperuricemia is often higher than normal in
such patients. Any additional condition affecting the forma-
tion and/or excretion of serum uric acid might trigger an
acute attack of gout. As a result, we believe that it is very
important to warn patients who are taking drugs that might
cause hyperuricemia about their eating habits.
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