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ABSTRACT

Figure 6: Assessment Of Quinones Following BPM31510-1V Treatment in Advanced GBM Patients
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oncology and mitochondrial disease models (to include CoQ deficiency
models). Due to the inherent biophysical, bioenergetic, pharmacokinetic, and
pharmacodynamic properties of BPM31510, as well as its ability to achieve
high bioavailable concentrations of CoQ10, there is broad applicability in the
treatment of mitochondrial diseases. Furthermore, engaging adaptive spatial
omic, metabolomic, and quinomic workflows demonstrated bioactivity, delivery
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Figure 8: Spatial Omic and Quinomic Analysis in Experimental Glioblastoma Model Using BPM31510
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* A true lack of the translational potential of the molecule in mainstream
medicine and pharmaceutical ecosystem
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Figure 2: Development of BPM31510 For Delivery of Supraphysiological Concentrations of CoQ10

Figure 9: BPM31510 treatment demonstrated
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W Wl o i . e 2 * CoQ10 inherently has poor solubility, stability, bioavailability, and cellular uptake, thus BPM31510 (nanoparticle

. WWW\EEE N formulation of oxidized CoQ10) was developed to create a stable formulation with a well-tolerated safety profile that

had superior bioavailability and uptake into mitochondria.

* Toinvestigate the effect of BPM31510 (a highly bioavailable form of CoQ10 which is being developed for oncology and
mitochondrial diseases) we created a bioanalytical and spatial quinomics platform that provided pharmacodynamic
assessment as well as a spatial metabolomic workflow to characterize metabolism.

« BPM31510 demonstrated clear effects on mitochondrial metabolism (as demonstrated by spatial metabolomics and
mitochondrial ATP generation) and superior tissue distribution than CoQ10 without optimized formulation.
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Quinomics: The simultaneous
and comprehensive analysis of
quinone metabolites, including
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