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Abstract: Oral flora plays a vital role in human health and disease, and related studies have extended to the field of
gastrointestinal diseases. Evidence has shown that microbial communities isolated from pancreatic tissue have a similar composition
to oral flora, indicating a potential biological connection between them. Due to the advantages of noninvasiveness, simple
operation, and low storage costs of collecting oral flora samples, it is feasible to obtain the information on oral flora and identify its
characteristic changes. This approach not only helps to gain a deeper understanding of the pathogenesis of pancreatic diseases, but
also lays a foundation for developing novel diagnostic tools and personalized treatment regimens. This article systematically reviews
the research advances in the association between oral flora and pancreatic diseases, in order to provide new ideas for exploring the

potential application value of oral flora in the early diagnosis, prognostic evaluation, and treatment of pancreatic diseases.
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