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Iron starved T-cells have expression profiles indicative of cell cycle arrest and of metabolic rewiring
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Figure 3. T-cells were activated for 48h in a titration of iron conditions. (A) Metabolite-MS for

labelled metabolites following 24h pulse with 13C5-glutamine. (B) Metabolite isotopomer * Accumulation of the repressive histone mark, H3K27me3

distribution for labelled metabolites characteristic of pyruvate carboxylase (PC) activity following Aspartate or SAMHD1-KO rescues proliferation of iron deficient T-cells implying iron

24h pulse with 13C6-glucose. (C) PC protein expression, (D) NAD+/NADH ratio and (E) aspartate starvation may limit aspartate and nucleotide availability due to the iron dependency of

relative abundance. (F) TCA cycle produced aspartate is used in nucleotide, asparagine and these pathways

protein synthesis. (G) ASNS and (H) PPAT protein expression. (l) AICAR relative expression.
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