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Non-Neuronal Cells Support of Retinal Function 
RPE Electrophysiology.  We have established a noninvasive procedure for analyzing the electrical response 
of the RPE to light.  The RPE generates a series of slow potentials, which can be recorded from the corneal 
surface.  To understand the cellular origins of these potentials, we have examined their response properties in 
a series of mouse models involving ion channels and other proteins expressed in the RPE.  This has allowed 
us to develop a more complete understanding of what these potentials represent and what changes identified 
in other mouse models reflect.  This novel approach will allow us to understand the interplay between the RPE 
and rod and cone photoreceptors.    
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