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Background

Advanced PDAC has limited therapeutic options. BPM31510-IV, a novel

nano-formulation of Ubidecarenone (CoQ10), a mitochondrial active agent,
was evaluated in patients with advanced PDAC as monotherapy or combined
with gemcitabine. BPM31510 altered mitochondrial metabolism indicative of

Conclusions
BPM31510 treatment induces on target pharmacodynamic activity on plasma markers
associated with mitochondrial metabolism.
The on target pharmacodynamic activity is associated with a favorable safety profile and does
not impact intensity of Gemcitabine dosing.
A potential clinical signal of increased overall survival in the Adequately Treated Cohort (7.2
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on-target pharmacodynamic activity and sustained stable disease suggestive
of anti-tumor activity. Candidate biomarkers predicting efficacy were
identified for further validation.
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A subset of the PD markers corroborate with sustained stable disease suggesting potential
predictive utility. LY
Taken together, the on-target changes in mitochondrial mechanism and potential clinical signal
on overall survival with a favorable safety profile supports a Phase 2b study in the frontline
setting with a dose of 110 mg/kg/ week of BPM31510.
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3 bleeding events (2 Grade 3; 1 grade 1). All coagulation adverse events can be managed with Vit K supplementation. SR
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A. Proteins integrated with CoQ10’s biochemical activity were upregulated in
buffy coat demonstrating functional MOA of BPM31510. B. Plasma analysis
demonstrates a durable separation of CRP (with a transition at 7 days) along the
course of treatment for ATC (1) and non-ATC groups (0). C. Specific medium
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overall response was considered evaluable based on RECIST 1.1 criteria. thus demonstrating a biological relevance to BPM31510 treatment.
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