Macrophages expressing synthetic cytokine receptors
reverse immunosuppressive signals in solid tumors
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Introduction

Cytokines mediate immunosuppression in solid tumors

EM-C macrophages convert IL10 into a pro-inflammatory signal

Primary human EM-C interpret IL10, a common immunosuppressive
factor in solid tumors, as a pro-inflammatory (M1) signal (A). IL10-
treated EM-C resemble interferon-treated macrophages by gene

EM-C augment their microenvironment with pro-inflammatory soluble
factors (C). TAM-like macrophages cultured with EM-C are skewed
away from an M2 phenotype, demonstrating that EM-C can repolarize
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Macrophages are capable of

IL10 EM-C boost inflammation and promote an anti-tumor response in vivo
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Boost antigen-agnostic anti-tumor immune responses in vivo.
. Measurements are reported as mean = SD
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