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INTRODUCTION

An adverse outcome pathway (AOP) is a framework that characterises a chain of mechanistically linked biological events at the molecular, cellular, tissue, organ,
whole body and population level following exposure to a given chemical, which ultimately leads to an adverse outcome of interest.

We have recently mapped out an AOP focussing on key events associated with vascular oxidative stress leading to the development of hypertension. As cigarette
smoking is a known inducer of vascular oxidative stress and hypertension, we studied the effects of cigarette smoke extract in vascular endothelial cells at the
molecular and cellular level of the AOP in vitro. The purpose of the work was to determine if exposure to cigarette smoke toxicants led to measurable

perturbations in the AOP key events, which could serve as a baseline for the future comparative assessment of next generation tobacco and nicotine products
(NGPs).
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