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INTRODUCTION

TISSUE METABOLOMIC IMAGING ANALYSIS AFTER BPM31510 TREATMENT

PDSS1

BPM31510 INDUCES TUMOR METABOLIC REPROGRAMING IN PATIENTS WITH

HIGH-GRADE GLIOBLASTOMAS
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Warburg effect: Tumor metabolism is reprogrammed (1~ glycolysis,
mitochondrial function) to protect the tumor against reactive oxygen species A
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Figure 1: ROS pathway expression score for 16 TCGA cancer types. Cancer types with higher ROS ¥
pathway expression score (> 0.1) may be much more susceptible to apoptosis compared to -
those with lower ROS expression scores, since a lower amount of ubiquinone would be needed b8
to induce apoptosis. Seven cancers (in red) stand to benefit from ubiquinone therapy — KIRP, S -
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Figure 3: (A) Schematic of CoQ10 metabolism and its role in mitochondrial bioenergetics. (B) CoQ10, vanillic
acid, and hydroxybenzoic acid mapping with CoQ10-enriched (green) and non-enriched (red) regions. (C) Dose
effect on malate and cystathionine distribution after BPM31510 treatment. (D) Pathway impact analysis with
significance (circle size) and impact (color intensity). (E-F) Glycolysis and Krebs cycle metabolites with tissue
distribution and ROC scores showing correlation with CoQ10 (color gradient scale bottom).

e BPM31510 efficacy in a preclinical GBM model and in patients with

high-grade glioblastomas is associated with reengagement of

Figure 2: (A) Overview of experimental workflow. (B) Interim survival outcome of study. (C) MRI mitochondrial function and increased redox state.

and histological assessment of GBM tumors treated with increasing doses of BPM31510.
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