Combination immunotherapy with an albumin-binding interleukin-12 fusion protein

that extends cytokine half-life, targets the tumor microenvironment, and enhances therapeutic efficacy
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ABSTRACT INTRODUCTION SB221: SON-1010 with Atezolizumab in PROC

SOC-241: SON-1210 with NALIRIFOX in PDAC

A third combination approach

The first combination strategy focuses on patients with platinum-
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adverse reactions for trabectedin are nausea, fatigue, vomiting, constipation, decreased
appetite, diarrhea, peripheral edema, dyspnea, and headache. We have initiated the
treatment of 5 sarcoma patients with this combination with no unexpected side effects.
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