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Introduction IL10 EM-C exhibit a pro-inflammatory response to IL-10 Expanding pro-inflammatory EM-C to target TGF$3 EM-C targeting IFNy and IL17A for inflammatory disease
Balancing pro- and anti-inflammatorv cvtokines in disease IL10 EM-C express a SR that converts IL10, a common immunosuppressive factor in The EM-C platform is broadened to target TGFB, an additional immunosuppressive The EM-C approach can be ”inverted” to target inflammatory cytokines for resolving
EP ycy solid tumors, into a pro-inflammatory (M1) signal (A). Primary human EM-C interpret factor prevalent in solid tumors (A). TGFB EM-C respond to TGFB by upregulating pro- inflammation. An IFNy SR is designed to target IFNy (A) and convert into an M2 signal
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cytokines can cause pathogenic immunosuppression or inflammation treated macrophages by surface markers (C-D) and gene expression (E). interferon treatment (D). resist expression of inflammatory factors (D-E).
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IL10 EM-C augment their microenvironment with a repertoire of pro-inflammatory Signaling outputs in the EM-C platform are modular. Below, an additional SR targeting Anti-inflammatory EM-C are expanded to target IL17A, a commonly upregulated
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Materials and Methods skewed towards an M1 phenotype, demonstrating that EM-C can repolarize inflammatory cytokines/chemokines are upregulated (B-C). M2 markers (B), sequester IL17A, and produce anti-inflammatory IL10 (C).
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