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Normal intestinal permeabillity allows for gut immune homeostasis. Immune unresponsiveness is induced to prevent reactions to innocuous substances.
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MINOR INTESTINAL PERMEABILITY AND COMEDONE FORMATION
Minor intestinal permeability results in increased passage of antigens. Prolonged exposure may cause a vicious cycle of inflammation and tissue damage. Altered gut microbiota may enhance the presence of circulating LPS endotoxins e Modulates innate and adaptive
with ensuing inflammation contributing to acne pathogenesis. Inflammation and gut dysbiosis results in the nervous system releasing substance P in the gut and skin, further exacerbating inflammation and increasing sebum production immunity via alteration of T cell
in the skin. expression

SEVERE INTESTINAL PERMEABILITY AND INFLAMMATORY PAPULE

Increased intestinal permeability is a consequence of increased inflammation, tissue damage and loss of barrier function, leading to even greater passage of antigens. This vicious cycle leads to excess sebum secretion in the skin
causing overgrowth of the bacterium Propionibacterium acnes. P. acnes further triggers inflammatory pathways with neutrophil and macrophage migration in the comedone driving inflammation and tissue damage. Plasma cells release
antibodies which trigger complement activation and chemotaxis of more neutrophils inducing intense inflammation and rupture of the comedone.
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