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Two Cases of Retinitis Pigmentosa Associated
with Choroidal Neovascularization

Ryo Iwakiri, Satoshi Okinami and Akira Hirata
Department of Ophthalmology, Saga University Faculty of Medicine

Abstract

Purpose : To report two cases of retinitis pig-
mentosa in which choroidal neovascularization de-
veloped.

Cases : The first case was a 50-year-old man with
retinitis pigmentosa. In his left eye, choroidal
neovascularization developed at the upper side of
the fovea. Visual acuity in the eye was 0.3 at the
first visit, and had decreased to 0.04 at a 14-year
follow-up. The second case was a 60-year-old man
with retinitis pigmentosa. Subfoveal choroidal neo-
vascularization had developed in his right eye.
Visual acuity in the eye was 0.03 at the first visit,
and had decreased to hand motion at a 15-year

follow-up.

Conclusion : These cases are the first reports of
the coincidence of retinitis pigmentosa and cho-
roidal neovascularization in Japan. Although the
etiology is unknown, genetic investigation might be
useful to clarify the association between retinitis
pigmentosa and choroidal neovascularization.
Nippon Ganka Gakkai Zasshi(J Jpn Ophthalmol
Soc 111 : 606—611, 2007)

Key words : Retinitis pigmentosa, Choroidal neovas-
cularization
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