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RESULTS
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Ciforadenant & ICB in Murine B16 Ova Melanoma Model Signaling Axis and Proinflammatory Thl Helper Cell Responses
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Mechanism of Ciforadenant in Potentiating
Proinflammatory Thl Helper Cell Responses in Tumor

Combination of Ciforadenant & ICB Increases CXCL10 for Recruiting

Proinflammatory Thl Helper Cell Responses to Hot and Cold Tumors
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Figure 3. Ciforadenant & ICB increase proinflammatory cytokine production in tumor. Ciforadenant with ICB
treatment increased production of CXCL10, ligands for recruiting CXCR3+ T cells into the tumor from CT26 and
B16F10 OVA detected by MSD. Data are expressed as meanzSEM, 1-way ANOVA, *p<0.05, **p<0.01.

CONCLUSIONS

Depletion of myeloid cells abolishes the synergy of Ciforadenant and ICB in the murine melanoma model.

Combination of Ciforadenant with ICB upregulates the genes involved in IL-12/STAT4 signaling axis which leads to the development of CXCR3* IFNy-producing Th1 helper cells.

Ciforadenant treatment increases production of chemokine CXCL10, a ligand for recruitment of CXCR3* Th1 helper cells into the tumor.

Ciforadenant modulates antitumor responses by turning the tumor microenvironment into the proinflammatory state.

Combining Ciforadenant with ICB promotes production of proinflammatory cytokines such as IL-6, TNFa, and IFNy. & Co RVUS
Ongoing Phase Il clinical trial together with nivolumab plus ipilimumab (NIVO+IPI) is in collaboration with Kidney Cancer Research Consortium. PHARMACEUTICALS
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