§ Targeting glutamine metabolism enhances tumor specific immunity by inhibiting the generation and function of suppressive myeloid cells
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of CD8+ in TIL (tumor-infiltrating leukocytes) (G) increased ratio of CD8+ to immune checkpoint blockade resistant tumor
MDSCs and TANs in cells from lung of 4T1 tumor bearing mice

Immune checkpoint blockade doe not alter increased MDSCs in the blood
from 4T1 tumor bearing mice (PMN-MDSC and TAN (polymorphonuclear-
MDSCs and tumor-associated neutrophils : CD11b+F4/80-Ly6CloLy6Ghi) and
Mo-MDSC (monocytic MDSC : CD11b+F4/80-Ly6ChiLy6Gneg )

Fig 3. LC-Mass spec of metabolites of tumors from the NT and glutamine
antagonist JHU-083 groups revealed (A) two distinct metabolic clusters
correlated between experimental groups (B and C) markedly reduced
kynurenine in volcano plot of metabolites (D) decreased ratio of kynurenine
to tryptophan




