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[ Abstract)

Type 1 diabetes mellitus (TIDM) is an organ-specific autoimmune disease. There is no

radical cure for this disease and patients need lifelong insulin replacement therapy. Prevention of T1DM is the
dream for patients and clinicians. In recent years, the progression of genetic disposition and islet autoantibod-
ies detection have provided theoretical basis and technical possibility for the prediction and prevention of pre-

T1DM. Furthermore, clinical studies on secondary prevention of T1DM by immunological intervention have al-

so made positive progress. This article reviews the latest secondary prevention studies of TIDM.
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