Multi-omic approach to inform quantitative adverse outcome pathway
development for acute organophosphorus poisoning CSIC

Natalia Garcia-Reyero?!, Tamar Ziv?, Mark Arick 113, Eva Prats?, Cristian Gomez Canela>, Kendra Conrow®, Karen Watanabe’, Arie Admon?, Benjamin Pifna>, Demetrio Raldua>
1L US Army Engineer Research and Development Center, Vicksburg, MS, USA; 2 Technion — Israel Institute of Technology, Haifa, Israel; 3 IGBB, Mississippi State University,
Starkville, MS, USA:; 4 IDAEA-CSIC, Jordi Girona 18, 08034, Barcelona, Spain; > CID-CSIC, Jordi Girona 18, 08034, Barcelona, Spain; ® Arizona State University, AZ, USA

Introduction Results

| | ° o inhibits® increases®
20.00 ., ® o . oP — AChE » ACh

Organophosphorus compounds constitute a class of acetylcholinesterase
inhibitors used as not only pesticides but also chemical warfare nerve agents.
Acute organophosphorus poisoning (acute OPP) affects 3 million people, with
300,000 deaths annually worldwide. Severe acute OPP effects include
overstimulation of cholinergic neurons, hyperexcitation, seizures, status
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epilepticus, and brain damage. In a previous study, we developed and
characterized three different chemical models of acute OPP in zebrafish larvae. To
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