STK-026, a detoxified IL-12 partial agonist is well-tolerated and sustains CD8+ T cell activity with repeat doses in cynomolgus macaques ‘ Synthekine
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“ Prolonged exposure of high-dose STK-026 is well-tolerated in this repeat dose
cynomolgus monkey study

STK-026 induces sustained activation and proliferation in CD4" and CD8" memory T cell subsets

Background: Interleukin-12 (IL-12) is a pro-inflammatory cytokine produced by
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