A single intratumoral injection of Il-12 bound to mesoporous silica rods generates effective anti-
tumorimmune responses and tumor growth control in multiple syngeneic tumor models

Jessica McDonough, Ph.D., Fernanda Langellotto, Ph.D., Everton Mandley, Benjamin Seiler, Brena Barra, Edward Doherty, and Robert Pierce, M.D. Attivare Therapeutics, Inc. p #2376
j.mcdonough@attivaretx.com oster 8

AT TIVA RE

Background: Interleukin-12 (IL-12) is a potent pro-inflammatory Results: ATT-02 i.t. [MSR, IL-12] generated potent anti-tumor immunity compared to
cytokine, which has demonstrated significant anti-tumor activity in PBS and IL-12 alone in single tumor syngeneic models and abscopal syngeneic
both preclinical and clinical trials. Unfortunately, the development  models. In addition, ATT-02 can repolarize “M2” macrohpages to an “M1” phenotype
of IL-12 as a therapeutic has been hampered by severe toxicity in  (Figure 2). Data for the in vivo single tumor models is shown in Figure 3. Complete

Figure 6. Single dose and multidose ATT-02 demonstrates efficacy in two tumor

abscopal model (B16F10)
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. . . s E
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similar effect on tumor growth (Figure 7).
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