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Abstract

Experimental autoimmune uveoretinitis (EAU) in
mice, an organ specific autoimmune disease, has
been investigated as an animal model for human
endogenous uveitis. In this study, we report on the
immunosuppressive effect of transforming growth
factor-g1 (TGF-£1) on the development of EAU in
mice. Inhibition by TGF-£1 of proliferation of inter-
photoreceptor retinoid-binding protein (IRBP)-
specific T cell lines in B10.A mice against IRBP
antigen was dose-dependent. However, when spleen
cells used as the antigen presenting cell were first
cultured with TGF-431, this anti-proliferation effect
was abolished. When IRBP-immunized mice were

injected intraperitoneally with TGF-£1, dose-
dependent suppression of EAU was obtained. The
proliferation response of lymph node cells from
TGF-41 injected mice with IRBP-induced EAU was
suppressed compared with phosphate buffered saline
(PBS) -injected mice. These findings suggest that
TGF-51 may be a cytokine that plays a role in
suppressing IRBP induced EAU in mice. (J Jpn
Ophthalmol Soc 101 : 847—852, 1997)
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IRBP : interphotoreceptor retinoid-binding protein (B44).
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