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[Abstract] Type 1 diabetes mellitus (TIDM) is a kind of autoimmune diseases, which is selective
susceptible islet B cells damage and with an absolute reduction of insulin secretion. Its incidence increased year by
year in the world, there will be a person with TIDM in 300 people. The etiology and pathogenesis of TIDM is so
complex, and is still not clear. A large number of researchers believe that it is closely related with autoimmune
disorders, recent studies suggest that its incidence is closely related with Th17. This article will introduce Th17
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related features, as well as the possible mechanism of Th17 mediate TLDM.
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