Selective Expansion of Regulatory T Cells in Patients with Systemic Lupus Erythematosus
by a Novel IL-2 Conjugate, NKTR-358
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* NKTR-358 elicited an increase in the number and magnitude of differentially expressed genes associated with Treg regulation
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METHODS * Treg increases observed with NKTR-358 in SLE patients were comparable with those seen at 28 pg/kg in healthy volunteers NKTR-358 demonstrated a dose-dependent reduction in CLASI-A score*
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CTL, cytotoxic T lymphocyte; IL-2R, interleukin-2 receptor; NK, natural killer; rh, recombinant human; Treg, regulatory T cell.
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