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Analysis of supressive role of complement factors in prion propagation
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Roles of complement factors in neuropathogenesis of prion diseases are
unknown. The results of the current study suggest that the amount of abnormal form of prion protein
(PrPSc) was reduced in Chandler-infected primary cultured neurons, but was increased in 22L-infected

neurons after temporary decrease. To assess the effects of complement reaction in in vivo prion
infection, | injected lentivirus vectors harboring shRNA against complement factors ClgA and C3 into
prion-infected mouse brains. In Chandler-infected mice, PrPSc was increased after Clg- and C3-shRNA
injection. In contrast, PrPSc was decreased in 22L-infected mouse brains after C3-shRNA injection,
but not C1lgA-shRNA injection. These results suggest that the type and the effect of complement
factors on the neuropathogenesis were different among the prion strains
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