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Chapter 

Introduction to gout 

Key points

• Gout is a common and treatable cause of  musculoskeletal disability.
• There have been major advances in scientific understanding and treatment of  

gout in the last decade.
• Despite these advances, gout is often neglected and poorly managed.
• This handbook summarizes recent progress and provides a framework for 

effective gout management.

Gout is the most common form of  inflammatory arthritis in adults. The prevalence of  gout is 
rising, and now affects approximately one in 25 adults in the United States. The impact of  gout 
on the individual, family, and wider community occurs due to the disease itself  and the frequent 
associated co-morbid conditions. This disease causes flares of  severe joint pain, structural bone 
and cartilage damage, loss of  participation, and disability. Gout is also strongly associated with 
other important chronic conditions such as hypertension, chronic kidney disease, coronary 
artery disease, and type 2 diabetes.

The last decade has seen major progress in our understanding of  gout. Advances in the basic 
biology of  disease have included the genetics of  hyperuricaemia and gout, the physiology of  
renal urate transport, and the understanding of  gut urate transport as a mediator of  serum 
urate. New advanced imaging methods represent exciting non-invasive tools for gout diag-
nosis. These imaging methods have allowed novel insights into the natural history of  disease 
and emphasized that gout is a chronic disease of  monosodium urate (MSU) crystal deposition. 
New imaging tools are also included in the 205 American College of  Rheumatology (ACR)/
European League Against Rheumatism (EULAR) gout classification criteria. The understand-
ing of  MSU crystal–induced NLRP3 inflammasome activation led to recognition that IL-β is 
the central cytokine in acute gouty inflammation, which has translated into new therapies for 
treatment of  acute gout flares. New urate-lowering drugs have been approved for the first 
time in half  a century, providing wider treatment options than ever before. A number of  other 
urate-lowering drugs are in pipeline development. The major rheumatology societies (ACR, 
EULAR, and the British Society for Rheumatology) have issued gout management guidelines. 
Although there are some regional differences, the central focus of  all of  these guidelines is 
long-term serum urate lowering.

Despite these exciting developments, gout remains a neglected condition in primary care, in 
rheumatology practice, and in basic and clinical research. Most people with gout do not receive 
effective treatment consistent with best-practice recommendations. Healthcare professionals, 
reflecting general public attitudes, often view gout as a humorous disease caused by personal 
excess. Such attitudes are an important barrier to empathic and effective management. Many 
other myths about gout management also exist, which create inconsistency, inadequate care, 
and confusion for people with gout.
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Against this background of  progress and challenges, we hope that readers will find this hand-
book to be a useful and up-to-date clinical resource on gout. We have focused on key aspects 
of  the biology of  the disease, relevant diagnostic tools, principles of  gout management, and 
practical information to guide safe and effective prescribing of  gout medications. We hope that 
this handbook will lead to updated knowledge, newfound enthusiasm for this disease, and, 
ultimately, improved management for many people with gout.


