Metabolic changes upon GLS inhibition by CB-839 in glioma cell lines
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Tricarboxilic acid cycle related metabolites
Introduction
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Many tumors use GIn for both energy generation and AR o Untargeted metabolomics results showed that CB-839 treatment significantly changed levels of many metabolites from different pathways. Regarding tricarboxilyc acid cycle (TCAC), there was a depletion of intermediates and related
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Figure taken from Matés JM et al, Therapeutic targétiné of glutaminolysis as an essential strategy to combat cancer,
Sem. in Cell & Dev. Biol. 98, 2020, 34-43 . °
Methods 1 -
. . o, ® . . ii_lﬁ_l_l classb . 13 iﬂssLNZZQ :;I:j\SCONITATEZ Lo Eas?ggG { [ ==§IESESATININE 1:5 éﬂz;mgcg —
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