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CONTEXT

RESULTS — MICROBIAL CHANGES
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EXPERIMENTAL DESIGN RESULTS — MICROBIAL ACTIVITY
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CONCLUDING REMARKS
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The microbiota from IBD patients showed higher susceptibility to the addition of food additives than healthy individuals. The depletion of F. prausnitizi and Roseburia is a
common characteristic in IBD patients ™*. However, the deleterious effect observed on butyrate — producing bacteria such as F. prausnitzii and Roseburia in the presence of
SUC and MDX was stronger when food additives were tested on the microbiota from patients in remission of IBD. The positive association between the abundance of facultative
anaerobes as Enterococcus and Streptococcus and IBD (both CD and UC) has been largely reported 5-7. The increase observed in these bacterial groups with SUC and MDX
in our donors, could mean that they are at higher risk to develop or exacerbate IBD. This was specially remarkable in the H group. The negative impact of food additives on A.
muciniphila, especially in the R and A donors, is of great interest as this bacterium has been negatively associated with inflammation biomarkers8, so food additives could
aggravate the inflammatory response in IBD patients. The behavior of Ruminococcus and Oscillospira face to SUC and MDX in the H group could lead to facilitate fibrosis
induction. The mucolytic bacteria as Ruminococcus and M. schaedleri were found directly and positively associated to fibrosis induction as they were capable to modulate the
fibroblast function while Oscillospira mitigate fibroblast activation®.

This study raise the importance of analyzing the effects of SUC and MDX on the gut microbiota from healthy individuals and donors suffering from IBD (active and remission

periods) over longer time periods in order to identify their specific role in the onset or exacerbation of dysbiosis as well as the assessment of other inflammation markers taking
into account the digestion process.
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