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Suppl. Fig. 1. A) Expression of target genes in normal tissue (grey) versus glioblastoma samples (red) in Gill cohort. B) Kaplan-Meier
survival curves of patients with low vs highEx expression of target genes in Joo cohort. C) Expression and percentage of expressing cells of
target genes in cell types from single-cell RNAseq of glioblastoma samples.
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Suppl. Fig. 2. Expression of target genes in normal tissue (grey) versus cancer samples (red) in gastric (STAD), pancreatic (PAAD) and
lung (LUAD) cancer in TCGA cohort.
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Suppl. Fig. 3. Structure of DDI199 molecule based on spectroscopic and analytical data. Analysis with A) Infrared spectroscopy (IR), B)
Proton nuclear magnetic resonance (iH NMR), C) Carbon-13 nuclear magnetic resonance (:3C NMR), and D) High resolution mass spectrometry

(HRMS).
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Suppl. Fig. 4. Purity of DDI199. Analysis with High-performance liquid chromatograph with mass spectrometry (HPLC-MS).
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Suppl. Fig. 5 A) Lineweaver-Burk plot representing reciprocal of BChE velocity versus reciprocal of different substrate concentrations at different
concentrations of DDI199 or Rivastigmine. B) Secondary plot of slopes obtained in Lineweaver-Burk plot versus different inhibitor concentrations for

the estimation of Ki for DDI199 and Rivastigmine.
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Suppl. Fig. 6 A-B) Gene ontology study of RNAseq and proteomics representing the 20 most correlated pathways with upregulated
and downregulated DEGs. C) List of ontologies conforming each of the clusters from the combined study of RNAseq and proteomic

results.
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Suppl. Fig. 7 A) Representative images of subcutaneous tumors from single-treatment tumor growth experiment. B) Representative images of
subcutaneous tumors from single-treatment re-injection experiment. C) Representative images of subcutaneous tumors from combined-treatment tumor
growth experiment. D) Tumor weight at end-point day 36 of combined-treatment re-injection experiment.
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