Next Generation Products Induce Lower Biological Activity than Combusted
Cigarettes Using BioMAP® System of Human Primary Cell Based Co-Cultures
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1. INTRODUCTION

Smoking is a cause of serious disease. Whilst Public Health authorities recommend cessation as the best option, for those unwilling or uninterested to quit smoking, the use of electronic cigarettes are recommended (McNeil et al., 2015). To assess the harm reduction potential of NGPs, we compared the Kentucky Reference Cigarette
(3R4F) to three NGPs (1QQOS, referred to as (THP); IFUSE (HYB) and myblu (EVP)) in 12 cell culture systems using the Eurofins DiscoverX BioMap Diversity PLUS® testing panel. Diversity PLUS testing utilises 148 biomarker readouts (7-17 per cell system) selected for therapeutic and biological relevance which can be used to predict disease
outcomes or specific drug effects in the 12 cell systems. These cell systems utilise human primary cells which were validated using chemicals with known mechanisms of action, contained in the Eurofins Discovery reference data base. This system has previously been used in pharmaceutical industry for drug discovery and has a broad
applicability to a variety of diseases. As an extension to the BioMAP biomarkers, Eurofins DiscoverX used data mining to identify new mechanisms of toxicity linked to human adverse events by identifying groups of key biomarkers altered by reference compounds. These phenotypic signatures (Toxicity Signatures) were then applied to
the BioMAP results to look for potential toxicity mechanisms.
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4. CONCLUSIONS

* There was a significant alteration of multiple biomarkers following 3R4F exposure. In contrast to fewer or no reproducible alterations meeting significance criteria for the NGPs at the top concentration of 1% PBS under the
» Toxicity signatures were observed for 3R4F at concentrations of 0.12% (thrombosis) and/or 0.25% (immunosuppression and skin irritation). Toxicity sighatures were not observed for any of the NGPs up to 1%, under the ex

* This assay adds to the weight of evidence of potentially reduced toxicity of NGPs when compared to conventional cigarettes
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