_ A robust, high-throughput electrophysiology platform for drug screening Abstract 31
AXOS I m in a peripheral Nerve-on-a-Chip microphysiological system

Corey Rountree', Monica Metea’, Michael J. Moore', J. Lowry Curley’ i =]

Human Data, Faster. AxoSim Inc, New Orleans, LA; *Preclinical Electrophysiology e ;j\.g erve | i ,'EFF'L

Powered by Nerve-On-A-Chip® O s (

Correspondence: lowry.curley@axosim.com Consulting LLC, Boston, MA; >Dept. of Biomedical Engineering, Tulane University, New Orleans, LA

Mlcroelectrode Electrophysmlogy Functional Electrophysiology Metrics

Overview
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Conclusions

Peak Detection: Raw signals were processed (A) and significant peaks were de-
tected (B) for each electrode recording. The distributions of conduction velocity
(C) and amplitude (D) exhibited a dose-dependent decrease caused by PTX.
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