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Molecular design of immunocytokines for control of regulatory T cell function
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In this project, we developed a new biologics which expands regulatory
T-cells (Tregs) via TNFR2 signal activation. The biologics named i1mmunocytokine (TNFR2-IC) is a
recombinant fusion protein composed of anti-huTNFR2 single-chained Fv antibody (scFv) and
huTNFR2-selective agonistic TNF-alpha mutant.TNFR2-1C bound to TNFR2 with high affinity and
stimulated the proliferation of PBMC-derived effector Treg subset in vitro. These results indicate
that the TNFR2-IC is promising as a Treg expander.
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