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AIM Therapy for Intratumoral Administration AIM Therapy: Intratumoral (i.t.) Repeat-Dose Administration and Abscopal Effect Studies
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could address heterogeneity of most tumors

AMP-CpG (A) plus aPD1 Combo Therapy (4) induced complete responses in 27% of B16.F10-WT tumors
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» While Mock-treated mice all succumbed to primary tumors, AMP-CpG monotherapy controlled growth of
primary tumors and 50% (5/10) of mice achieved bilateral complete responses (CR).

Heterologous Bilateral Model: Treated B16.F10-GFP/Luc (GL); untreated B16.F10-WT (WT) with 4 days delay (7)) » Survival: Post'-hoc analyses show that stronger |mmurTe responses were assoc.lated \.Nlth |-n'-1prc?ved disease-free
survival (DFS). Median DFS was not reached in those above the previously identified immune-response

» Immunity: Post-hoc analyses show robust mKRAS-specific T cell responses in 99% of evaluable treated patients.
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