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Autoreactive T cells invade pancreatic islets, drawn by autoantigen and chemoattractive chemokines (top
left). Anti-CD3 MAb in T1D deletes reactive T cells (top middle), but these regenerate and migrate again into
islets, causing recurrence of T1D (bottom left). Anti-chemokine antibody neutralises chemokine, inhibiting T
cell migration (top right) and synergises with anti-CD3 MAb to cause prolonged benefit in T1D (bottom right).

