Genetic risk identified for common chronic disease

Researchers have identified a new genetic risk factor for coeliac disease, an autoimmune disease affecting 1 in 100 of the population. The findings, made by an international research group investigating the causes of intestinal inflammatory conditions, could pave the way towards improved diagnostics and treatments for the lifelong complaint. Triggered by gluten, a protein found in wheat, barley and rye, currently the only treatment for coeliac disease is a life-long gluten free diet.

Led by David van Heel, Professor of Gastrointestinal Genetics at Queen Mary, University of London, the study was funded by the charity Coeliac UK, and the Wellcome Trust. 

Exploiting technological advances that have enabled comparison of variations across the human genome in large numbers of people, researchers studied over four thousand individuals with and without coeliac disease, amongst British, Irish and Dutch populations. Genome data on 1,500 British individuals was made available to the study by the Wellcome Trust Sanger Institute. Researchers found that individuals not susceptible to coeliac disease more often have a protective DNA sequence providing defence against intestinal inflammation compared to individuals with coeliac disease.

Intolerance to gluten results in damage to the gut, preventing normal digestion and absorption of food.  If undetected it can lead to, amongst other things, anaemia, poor bone health, and weight loss. Although the majority of people are diagnosed in mid-life, symptoms can present themselves at anytime after introduction to gluten, for example during illness, stress, or post-trauma. There is a strong inherited (genetic) risk, and a ten per cent greater likelihood of developing it if a family member already has it.
Professor David van Heel, chief investigator in the study, said; “We previously knew that coeliac individuals had a specific tissue type which recognised wheat proteins. We did not know why healthy individuals who had the same tissue type did not develop symptoms or disease. The first findings from our study suggest that interleukin genes that control inflammation are critical. We expect to find more disease risk factors from further in-depth analysis of the genome wide data.” 

Sarah Sleet, Chief Executive of Coeliac UK said: ‘This research heralds an important breakthrough in understanding better who is likely to develop coeliac disease. Around 1 in 100 people develop the disease but predicting who is susceptible is like searching for a needle in a haystack. Currently genetic testing is a blunt instrument which can only narrow down the search to around one third of the general population’.
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