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-Following stable transduction of BCAT1 expression was low expressing patients.

quantified by qPCR. Protein expression was confirmed

western blot analysis.

- Cycle cycle analysis was performed by Propridium Figure 2: BCAT1 expression increases G2M phase cells and sensitivity to Ara-C treatment A)
lodide staining. Representative Histograms displaying representative cell cycle data. U937-BCAT1-CXXC (No fill) and

U937-BCAT1-CXXS (Red fill) cells display higher proportion of G2M phase cells compared to Vector
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- Cell viability assays viable/dead cells were distinguished Control (Green fill) B) Stacked bar chart displaying percentage of cells in G, S and G2M for U937 cell 3) Hillier e al (2018)
by Viacount Easyfit cluster ana|y5i5_ LD50 Dose response lines.(n=4, *p=0.05, **p=0.01) C) Dose response curve displaying cell density in response to Ara-C

analysis was performed by non-linear regression using
Prism
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treatment normalised to no treatment control. D) Bar chart displaying IC50 concentration for
BCAT1-CXXC(0:442 + 1-34 umol/l) compared to Vector control (2:36 £ 1:18 umol/I) (n = 3 P < 0-:0001).
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