CD8 T Cell Immunosurvelllance is Suppressed by Lipid Signaling
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expression and exhaustion signature from bulk RNA sequencing on TCGA melanoma tumors. (E)
Relative abundance of LPA in stage IV melanoma responder patients or non-responders.
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enrichment analysis (MSEA) performed on raw data with KEGG analysis to determine enriched
metabolic pathways. (C) Metabolic pathway of y-glutamyl cycle. (D,E,F,G) Relative intracellular
abundancies of (E) y-L-glutamyl-D-alanine, (E) 5-oxoproline, (F) L-glutamate, and (G) glutathione.
oTor o (H,1) Direct measurements of H,O, in effector CD8 T cells after LPA treatment. (J,K) Normalized lipid
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Basal Respiration Maximal Respiration Figure 6. Lysophosphatidic acid signaling may be implicated in liver metastasis in ocular
melanoma. (A,B) Ocular melanoma subtypes showing (A) uveal and (B) conjunctival melanomas.
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Schematic showing study design. (B) Quantified tumor burden in the lung after intravascular Figure 4. Lysophosphatidic acid shifts metabolism to consume fatty acids for oxidation. .
injection of B16.cOVA cells. (C) Representative hematoxylin & eosin (H&E) histology images of the (A,B,C,D) Oxygen consumption rate (OCR) and extracellular acidification rate (ECAR) by both naive CD8 T cell function
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