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[ Abstract)
IL.-22 in peripheral blood serum of patients with type 2 diabetes (T2DM) is still controversial. TL-22 can

Interleukin (IL) -22 is a member of the IL-10 family. Currently, the expression level of

regulate the expression of Reg gene through the signal transduction and activators of transcription ( STAT) 3
pathway to induce B cell regeneration, and it can also improve the chronic complications of T2DM by promo-
ting the proliferation and damage repairment of keratinocytes in the condition of hyperglycemia. Further un-
derstanding of the role of IL-22 in T2DM and its complications can help to find new diagnostic and therapeu-
tic methods for T2DM and its complications.
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