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Summary. Despite of scientific efforts during the last decades, etiology and pathogenesis of the Crohn's disease (CD) remain 
unclear. Currently, it is widely accepted that the chronic intestinal inflammation in CD results from an inappropriate immune response 
that occurs in genetically susceptible individuals as the result of a complex interaction among environmental, genetic and 
immunological factors. A multifunctional cellular and secretory barrier separates the microbial flora from host tissues. Altered function 
of this barrier remains a major largely unexplored area in CD. Although there is evidence of barrier dysfunction in CD, it remains 
unclear whether this is a primary contributor to disease or a consequence of mucosal inflammation. The aim of this review is to 
summarize the recent advances in the intestinal barrier dysfunction in CD and its role in the disease pathogenesis. 
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