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[Abstract] The pathological mechanism of celiac disease is not completely clear, and environmental factors may trigger
the occurrence of intestinal inflammatory response in genetic susceptible individuals. Recent researches indicated that, due to the
coordinated action of multiple factors such as abnormal intestinal mucosal barrier function and intestinal microbial changes, the
homeostasis of intestinal environment is imbalanced, which aggravates the severity of the disease. Gluten-free diet combined with
probiotics and other drugs would regulate intestinal microbiota and be conducive to resume intestinal mucosal barrier function,
thereafter effectively alleviate the clinical symptoms of patients. However, both the composition of intestinal flora and its role in
pathogenesis of the disease needs further consideration. To explore the pathological mechanism of celiac disease and targeted
treatment for those factors will become a new perspective for precise prevention and treatment of celiac disease.
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