Type 1 Diabetes Mellitus Immunotherapy:

Using regulatory T cells to balance the immune response
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Type 1 Diabetes Mellitus (TLDM) is a chronic autoimmune disease affecting millions of people worldwide. Immunoregulation may be achieved in many ways, one of the
most promising is regulatory T cell therapy. Here will be discussed the numerous T1DM after-diagnosis therapies that are currently being involved in clinical trials or
have proved to be effective in animal models.
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Figure 1: Schematical representation of the current Treg immunotherapies used in the TIDM treatment. In vivo therapies are composed of a mainly autoantigen and are formulated with different adjuvants, they usually induce
regulatory cytokine production and augment T reg numbers. Ex vivo therapies usually start with an isolated T CD4+ CD127+ CD25+ population, they will be expanded by different methods, and later reinfused into the patient.
They usually end in an augment of the C-peptide, peripheric T reg numbers and less insulin need. Made with PowerPoint
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Since the Treg population is disbalanced in TIDM patients, immunotherapies increasing this population seem the fittest possibility for the disease reversion. Among all
therapies discussed, only ex vivo T reg expansion has presented remarkable results and regulatory T cells are perfectly on guard and in higher numbers. The finding of a
personalized treatment that could revert the disease represents the main objective of the diabetes scientific community.
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