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THE MICROBIOTA

- Complex community of microorganisms found normally on the skin and mucous surfaces of all multicellular organisms in a symbiotic relationship.
- The role of the microbiota in homeostasis and in classic diseases has been re-discovered, enhancing the design of new therapeutic approaches.

FUNCTIONS OF THE INTESTINAL MICROBIOTA ADDAPTATIVE IMMUNE SYSTEM

» Microbial antagonism - Mucosal IgA: Produced by B cells, in the lamina propria (Peyer Patch).
. Optimization of nutrient absorption They prevent the microbial direct interaction with the host and
. Immune System development regulate the composition of the microbiota, to keep it diversified.

+ Ty17 cells: Prevent from extracellular infection (bacterial and fungi)

INTESTINAL MICROBIOME AND THE IMMUNE SYSTEM and favor IgA synthesis. Some external factors favor its change to

pathogenic cells, which can promote auto-antibodies production and
autoimmune diseases in predisposed individuals.

CROSSTALK. The communication between microbiota and the host to
adjust the antimicrobial program.

- T cells: Cut down Teff, TH17 and myeloid cell population, to promote
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SCFA, AA or Indole, also contribute to the crosstalk

Epithelial NLRC4 expulse infected or carcinogenic enterocytes. NEW TREATMENT APPROACHES
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CONCLUSIONS
- A new organ has just been discovered. - Correlations have been found between dysbiotic patterns and classic diseases.
- Microorganisms modulate our immune system - New therapeutic and diagnostic forms focused on the gut microbiota may be developed

to promote self-tolerance and gut homeostasis. in the future.




