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Innate immunity regulation by prothymosin alpha -mimetics
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Prothymosin alpha; (ProTa) is a robustness protein, which inhibits brain ischemia

(injury) -induced neuronal and vascular damages. Using retinal ischemia model in mice, we found that
ﬁreconditioning treatment with ProTa blocks microglia-mediated neuroinflammation in experiments using

istological, electrophysiological and expressed gene analyses. We also clarified the underlying
mechanisms through an activation of TLR4-mediated TRIF-IRF3 pathway, but not of MyD88-NFKB pathway.
Furthermore, in order to search for small compounds possessing similar beneficial compounds, we
successfully developed TLR4-mediated IRF3-responsive reporter assay system based on secretary
alkaline-phosphatase activity in HEK293 cells.
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ba-1 and pp38 MAPK (Microglia)

2 days after retinal ischemia
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Peptides (10 pmol/ul, i.vt.)

7 days after retinal ischemia
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