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The inhibition of C3 extracellular enzymes on ethanol-induced intestinal epithelial cell barrier dysfunction
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[Abstract] Objective To investigate the effect of C3 extracellular enzymes, RhoA specific inhibitor, on
ethanol-induced increase in intestinal epithelial cell barrier permeability. Methods Caco2 cells were pretreated
with C3 extracellular enzymes, then treated with ethanol for 50 min. The transepithelial electrical resistance value
(TEER) assays were employed to reveal the permeability of the intestinal epithelial barrier. The tight junction
protein occludin was observed by western blot. Distribution of the tight junction protein occludin was assessed by
immunofluorescence microscopy. Results C3 extracellular enzymes could partially inhibit intestinal leakage and
restored normal TEER values and occludin (S/IS) ratio in the intestinal epithelial barrier. The C3 extracellular
enzymes restored the expression of the occludin protein in the membrane partially. Conclusion RhoA signaling

molecules involve in ethanol-induced increase in intestinal epithelial barrier permeability.
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