Clinical Development of a Novel Form of Interleukin-12 with Extended Pharmacokinetics
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expression on tumor cells for enhanced recognition and lysis (Nguyen 2020). reduction in both Th1 (IFNy) and Th2 (IL-10) cytokine production with the 2" dose. This is i g — ', = — 0 AEs are less numerous and less intense after the first dose
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a flexible linker to a proprietary fully-human A10m3-Albumin Binding Domain (A10m3- normally regulate inflammatory responses (Sobah 2021). Since that Phase 2 study,
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ABD or F,,AB) that is being developed by Sonnet as an extended PK IL-12 molecule. numerous additional studies have been conducted to determine the potential utility of 14 i dosda 300> 0 pays s sty st b 5 of the first 14 patients (36%) have evidence of clinical benefit (SD@4mo)
Currgntly, .SON-l(?lO is being stud!ed in healthy volunteers u§|ng'a SAD design in SB102 various forms of rhlLlZ, bot.h in patients w!th cancer and in at least 19 studies in healthy 9 of 15 patients had SD at the first follow-up, 5 of whom were progressing at study entry. ’ Cytokine results suggest SON-1010 has extended PK, with induction of an IL-12 effect
and in patients with advanced solid tumors using a MAD design in SB101. volunteers, including one with over 90 subjects (Gokhale 2014). 5 of 14 (36%) remained stable at 4mo, suggesting clinical benefit. Mean PFS is 141 days. without CRS
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