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1�	� The prevalence of gout is rising, and many patients have common 
comorbidities
The prevalence of gout is about 4%, reflecting a 59% increase over the past decade.1 
More than 60% of patients with gout also have a metabolic syndrome, so patients 
should be assessed with this in mind. Risk factors for gout include male sex, increas-
ing age, chronic kidney disease, dehydration (including diuretic use), hyperuricemia 
from rapid cell turnover (e.g., hemolysis, chemotherapy) and excessive purine con-
sumption (Appendix 1A and B available at www.cmaj.ca/lookup/doi/10.1503/
cmaj.201392/tab-related-content).2

2�	� Gout flares are typically monoarticular, reaching maximal intensity 
within hours
Flares often occur at night and usually target distal joints (e.g., first metatarsopha-
langeal joint). Joints with previous trauma and degenerative changes are predis-
posed to gout (Appendix 1C). Periarticular erythema, warmth and overlying desqua-
mation may mimic infection.2 The differential diagnosis for acute gout includes 
septic arthritis, traumatic arthritis and hemarthrosis, especially among patients on 
anticoagulants. In contrast to gout, osteoarthritis tends to present as a chronic con-
dition, and inflammatory arthritis is typically of polyarticular distribution.2

3�	 Synovial fluid crystal analysis is the diagnostic gold standard
Microscopy shows needle-shaped monosodium urate crystals with negative birefrin-
gence. Gout and septic arthritis can co-occur; therefore, it is important to rule out 
infection with Gram staining and cultures. Radiographs may show tophi or over-
hanging erosions. Although serum uric acid can be elevated, normal levels do not 
preclude gout. A validated diagnostic rule can aid in diagnosis without arthrocen
tesis (Appendix 1A).3

4�	� Gout treatment within 24 hours of symptom onset reduces flare 
intensity and duration
Acute pharmacotherapy depends on patient comorbidities. Nonsteroidal anti-
inflammatory drugs, colchicine and corticosteroids are first-line therapies (Appendix 
1D). Pre-existing urate-lowering therapy (ULTs) should be continued during flares.4

5��	� ULTs should be started in patients with tophaceous disease, 
radiographic damage from gout or ≥ 2 gout attacks/year
ULTs (Appendix 1D) should be titrated to serum urate < 360 μmol/L by assessing lev-
els monthly. Serum urate levels < 360 µmol/L promote crystal dissolution and 
reduce the chance of recurrent flare by about 80%.5 Acute gout prophylaxis with col-
chicine, naproxen or prednisone should be prescribed during the initial 3–6 months 
of ULT (Appendix 1D). Losing weight (i.e., decreasing body mass index by > 5% ), lim-
iting alcohol (< 1–2 units/day), and reducing fructose (< 1g/kg/day) and purine intake 
may help reduce urate levels.4 Multidisciplinary approaches for comorbidity man-
agement and subspecialist referrals should be considered, if appropriate.
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