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E5 75 B16F10: 75K cells ID into C57BL/6 x 129 Conclusions

male GPR174-WT or KO F1 mice;
50— 500 pg anti-GITR IP on day 4.

No Hits

(to date) Numerous GPR174-specific
Unlocked hits identified, covering
several chemical classes

GPR174 is an immune system-restricted Gas-coupled GPCR.

PS exposed on liposomes and cellular membranes stimulates GPR174, supporting a model of active GPR174-mediated
CT26.cl25: 500K cells SC into BALB/c x 129 immune suppression in the tumor microenvironment.”

TIE| 2 EIFHIEAT OF O [F flee: GPR174-deficiency enhances anti-tumor immune responses in mice.
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