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Effect of endogenous electric field on ocular cell behaviors
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[ Abstract] Corneal epithelial cells, lens epithelial cells, and retinal pigment epithelium cells contain a vast
array of ion channels and pumps. The selective permeability to different ions generates endogenous electric fields and
currents in those tissues. Abnormalities in the endogenous electric fields may underlie many ocular diseases, for
example chronic corneal ulcers, posterior capsule opacity after cataract surgery, and retinopathies. How the electric
fields influence the tissues and cells and participate in the occurrence of the ocular diseases is a hotspot of research in
this field. This article briefly reviewed the mechanism of how the endogenous electrical activities are generated, the

responses of ocular cells to applied electric fields, potential intracellular signaling mechanisms and clinical
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implications. Further understanding of this aspect is likely to offer new insights into ocular diseases.
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