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BASELINE CHARACTERISTICS OF FOLFIRINOX-TREATED COHORT

IDENTIFICATION OF DIAGNOSTIC PROTEIN MARKERS IN BUFFY COAT
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Figure 6. (A) Diagnostic output of individual and combined buffy coat protein markers. (B) ROC curve assessment for combined markers.
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Utilizing 2 independent studies, a prospective pancreatic cancer biomarker study (Project Survival®) as well as a Phase Il clinical trial, we
were able to identify protein biomarkers in buffy coat that stratified response to FOLFIRINOX, and for BPM 31510 refractory to

Survival probability

‘_: FOLFIRINOX. This classifier demonstrated promising diagnostic utility that will be investigated further as potential predictive markers of
| clinical outcomes in pancreatic adenocarcinoma.
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Figure 2. Biological samples are collected from patients and interrogated by multi-omics profiling. Technology-specific pipelines convert raw 0
measurements into processed data, which are integrated with clinical records. This integrated data is analyzed by bAlcis® to develop cause-
and-effect networks and to perform statistical analysis. Normalization of biological data is performed by an empirical Bayes method,
ComBat (Johnson et al. 2007. Biostatistics. 8(1):118-27).
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Figure 4. BPM 31510 is CoQ10-lipid conjugate, in which, oxidized CoQ10 has been incorporated into a mixture of lipids as a nanoparticle, enabling
delivery of supraphysiological concentrations of CoQ10 to the mitochondria (A). Pancreatic adenocarcinoma patients treated with BPM 31510 were
separated into non-responders and responders based on clinical criteria (B).
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