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Hyperuricaemia is a well-established risk factor for the development of gout[1] and the role of sustained hyperuricaemia in the pathogenesis of monosodium urate crystal formation and gout is well understood.[2]   Dietary factors have been thought to predispose to hyperuricaemia and gout for centuries, and recent epidemiological studies have suggested a role for excessive consumption of meat, seafood, sugar-sweetened soft drinks, fructose and alcoholic drinks, particularly beer and spirits, whereas coffee, low-fat dairy products and vitamin C may have a protective effect.[3]  

In a linked article, Major and colleagues undertook a meta-analysis of cross-sectional food frequency questionnaire data from five US cohort studies to test individual foods for associations with serum urate and to compare the variance in serum urate levels explained by dietary and heritable factors.  Their findings replicate the results of previous epidemiological studies, identifying seven foods associated with raised serum urate (beer, spirits, wine, potatoes, poultry, soft drinks, meat) and eight foods associated with reduced serum urate (eggs, peanuts, cold cereal, skimmed milk, cheese, brown bread, margarine, non-citrus fruit).  Associations between serum urate levels and potatoes, peanuts and margarine are novel and require corroboration in other cohorts. However, their key new finding is that dietary scores explained a much smaller proportion of the variation in serum urate levels (<0.3%) than common genome-wide single nucleotide variants (23.9%). 

The authors advise against generalising their findings to people with gout, because people with gout were excluded from the analysed cohorts, or those of non-European ancestry. People with kidney disease or using diuretics were also excluded so that the relationships between dietary and genetic factors and primary hyperuricaemia could be examined. Future studies should examine the variance in serum urate associated with secondary causes such as kidney disease and diuretics, which are likely to have significant influence in clinical populations, so as to understand the relative contributions of dietary, genetic and comorbid influences. The data presented relate to variation in serum urate attributable to dietary factors and do not constitute evidence of lack of effectiveness of dietary interventions to lower serum urate levels in people with established hyperuricaemia or gout. Furthermore, dietary factors have been implicated in the pathogenesis of gout in two ways; first, as a risk factor for hyperuricaemia as investigated in this study, and second, as a trigger for flares of acute gout.[4,5] Whether and which dietary factors trigger acute flares is not the subject of this study but is often of considerable interest to people with gout.[6]

Despite the authors’ caution against extrapolating their findings, it is unlikely that the aetiology of hyperuricaemia in the studied populations is drastically different to those with clinically-evident gout and it is this latter group to which the results are of most clinical relevance. Whilst the study does not provide evidence to change or ignore the recommendations of clinical guidelines that patients with gout should be advised to modify the content of their diet where consumption of certain high-risk foods is excessive,[7,8] it does have wider implications for people with gout and those who care for them. Gout is frequently poorly managed with only a third of patients prescribed definitive urate-lowering therapy[9] and only a minority of those on such treatment having it escalated to achieve the target serum urate level required to rid the body of causative crystals, prevent flares and shrink tophi.[10] Reasons underlying suboptimal management are not fully understood but patients’ and practitioners’ poor understanding of gout, its causes and treatment are thought to be important factors.[11,12] 

People with gout often experience stigma arising from the societal misconception that gout is a humorous self-inflicted condition caused by dietary habits and an unhealthy lifestyle,[6,13] a view which is also pervasive amongst healthcare professionals and in portrayals of gout in lay media.[13,14] As a result, patients are often reluctant to seek help or consult for fear that they will not be taken seriously or will be blamed for their lifestyle habits,[13,15] meaning that practitioners are often unaware that patients have troublesome symptoms. When patients do present, they are frequently given inaccurate or conflicting information which trivialises gout and misrepresents its causes and treatment.[11,13] Hence, valuable opportunities to initiate treatment may be missed. The study by Major et al provides important evidence that much of patients’ preponderance to hyperuricaemia and gout is non-modifiable, countering these harmful but well-established views and practices and providing an opportunity to address these significant barriers to reducing the burden of this easily treatable condition.
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