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e R OME (330) : Chronic inflammation in subretinal space due to unregulated
complement activation is considered to play an important role in the pathogenesis of
age-related macular degeneration (AMD). In this project, we investigated how Ap that is
accumulated within drusen affects the modulators of complement activation pathway.
The results showed that AB binds to both factor H and factor I, which are inhibitors of
complement alternative pathway, and selectively inhibits the function of factor I.
AB-stimulated RPE cells produce monocyte chemoattractant protein-1 (MCP-1), and recruit
macrophages and microglia into subretinal space. Af-stimulated macrophages and
microglia produce TNF-o and IL-1B, which then act on RPE cells and induce an
up-regulation of factor B (main activator of complement alternative pathway).
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