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Pathologic Response of the weak Damaged Retinal Pigment Epithelium (RPE)
— Affected by Sodium Iodate (NalO;)—

Nahoko Ogata, Kiyokazu Kanai, Hiroshi Ohkuma and Masanobu Uyama
Department of Ophthalmology Kansai Medical University

Abstract

We examined the cellular responses of the retinal pigment epithelium (RPE) damaged by sodium
iodate. RPE were damaged by intravenous administration of sodium iodate, 10mg per kg body weight,
in rats. This dose of the agent damaged RPE weakly. Twenty four hours after the administration of
sodium iodate, polystyrene particles were injected into the subretinal space transsclerally. Rats were
sacrified at 6 hours to 4 days after injection of particles. Twenty four hours after injection of sodium
iodate, RPE were weakly damaged. The cell organelles were swollen and ruptured, but cell structures
were not destroyed. Then particles were injected into the subretinal space, RPE did not phagocytize
the particles until 24 hours after the injection of particles. After 48 hours, RPE showed proliferation.
After 4 days, RPE fommed thick multilayers in the subretinal space and transformed to spindle
shapes, and RPE metaplasied to fibroblast-like cells. However proliferation of RPE was not marked.
RPE cells weakly damaged by sodium iodate showed delay in phagocytosis of the particles and
decrease in proliferation and metaplasia to fibroblast-like cells. (Acta Soc Ophthalmol Jpn 93 : 439
—448, 1989)
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