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[ Abstract)

intestinal ecosystem. As a hidden endocrine organ in the human body, the imbalance of intestinal flora af-

Intestinal flora is a large and complex microbial community located in the human gastro-

fects not only various intestinal diseases, but also metabolic diseases, such as diabetes, obesity, metabolic
syndrome and so on. More and more studies have shown that intestinal flora is closely related to the occur-
rence and development of endocrine diseases, among which intestinal flora and diabetes are most studied and
widely concerned, while the correlation between other endocrine diseases and intestinal flora is still poorly
understood. The current findings from the perspective of endocrine glands can clarify the role of intestinal flo-
ra in the development of endocrine diseases and its potential mechanism, which may provide new insights for
the treatment strategies of diseases.
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