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Research for improving the visual function

in retinitis pigmentosa model rat.

Chisato Inoue
(Chubu University)

Abstract :

Retinitis pigmentosa (RP) is a hereditary eye disease. The symptoms progress slowly. Early
symptoms are night blindness and tunnel vision, which can lead to blindness. RP occurs with a
frequency of 4000 to 8000, and the number of patients in Japan is about 23,000. There is no
treatment for the deterrence deterioration of visual function in RP. Since deterioration of visual
function leads to a significant decrease in quality of life, a drug treatment for maintaining or
improving visual function is required.

In this study that we used a transgenic rat strain, named the P347L rat, in which proline at
position 347 in the rhodopsin protein was replaced with leucine. The P347L rat is exhibits rapid
retinal degeneration, enabling quicker in vivo evaluation of drug efficacy. An experiment was
conducted with the aim of searching for a new therapeutic agent for retinitis pigmentosa.
Glycyrrhizin, which has been reported to have an autophagy-enhancing effect, was administered to
the vitreous body of 8 day old rats. As a result, the glycyrrhizin-treated rats retina significantly
suppressed the decrease of the outer nuclear layer as compared with the vehicle group.
Additionally, the glycyrrhizin-treated group significantly reduced the number of apoptosis-positive
cells in the 9day old rats compared with the vehicle group. These results indicate that glycyrrhizin

is effective in protecting the retina of P347L rats.
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