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ABSTRACT: Celiac disease is a multifactorial disease that involved the interaction of genetic and environmental
factors. Gluten protein is the main environmental factor cause of celiac disease. At present, it is reported that other
environmental factors affecting the intestinal ecosystem of patients are mainly the imbalance of intestinal microbiota,
especially relate to the increase in the number of Gram-negative bacteria and the decrease in the number of
Gram-positive bacteria. This review introduced the pathogenesis of celiac disease in detail and summarized the
association between oral and intestinal microbiota and celiac disease with existing research to explain the possible
role of microbial flora in pathogenesis and changes that occured in the microbiota of patients with celiac disease. In
addition, the effects of probiotics on celiac disease were also introduced in this article. By helping us understand and
study this autoimmune disease from the perspective of human gut microbiota, we will explore the close relationship
between gut microbiota and gluten-related diseases, and identify new prevention and treatment strategies in the future
as much as possible.
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Fig.] Immune mechanism of celiac disease
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