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[Abstract] Graves' ophthalmopathy (GO) is a specific autoimmune disease occurring in orbital tissues and is closely related to
hyperthyroidism caused by Graves' disease (GD). Its disabling and disfiguring features significantly impact the quality of life of
patients. The exact mechanism of GO still remains to be fully elucidated. In recent years, gene sequencing and medical microbiology
studies have shown that changes in the gut microbiota may play a role in the development and progression of GO, with gut dysbiosis
altering immune system regulatory signals and causing immune damage to organs. Clarifying the correlation between gut microbiota
and GO helps to understand the disease's pathogenic mechanism and provides a theoretical basis for the diagnosis and treatment of
GO. This review summarizes the impact of gut microbiota dysbiosis in the pathogenesis of GO and promising therapeutic approaches,
including research progress in aspects such as gut microbiota experiments, case studies, pathogenesis, and treatment strategies.
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