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* INT230-6 is a novel product with a unique dual anti-cancer
mechanism that achieves both direct cancer cell necrosis
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* INT230-6 induced TCR signaling, macrophage
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Intratumoral injections of INT230-6, no treatment or saline _

sham. in the post-treatment samples. + Most frequently mutated included PIK3CA (38%), TP53
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« Gene expression was measured using lon AmpliSeq (273genes) - Pathway analysis demonstrated up-regulation in TCR
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