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Research advances in gluten-targeted therapies of celiac disease
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ABSTRACT: Celiac disease (CD) is an autoimmune disease in the population carrying genetically susceptible genes,
which is characterized by an inflammatory damage in the small intestine after ingestion of wheat or barley and rye
products containing gluten proteins. Celiac disease patients must follow a lifelong gluten-free diet, which is currently the
only effective therapy. However, strict adherence to a gluten-free diet is difficult, and new therapies are needed to
supplement or even replace dietary therapy. Although so far none of the technologies allow the safe consumption of
gluten without limitations, promising advances have been made in the search for an alternative to the gluten-free diet
based on increasing knowledge of the pathogenesis of celiac disease. This article reviewed the advances in
gluten-targeted therapies of celiac disease, such as down-regulation of gliadin expression, sequestering of gliadin,
transamidation of glutamine residues and proteolysis of immunodominant peptides, and discussed the usefulness and the
results obtained of these therapies.
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