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Figure S3. Effect of FDC-restricted PrP®-ablation on disease pathogenesis
within the brain after i.p. prion exposure.

Mice were injected i.p. with ME7 scrapie prions. Brains were collected from clinically
scrapie-affected mice and mice which were free of the clinical signs of prion disease
at the time of cull and the neuropathology within each brain compared. High levels
of spongiform pathology (H&E, upper row), heavy accumulations of Prp° (brown,
second row), reactive astrocytes expressing GFAP (brown, third row) and active
microglia expressing Iba-1 (brown, bottom row) were detected in the hippocampi of
the brains of all clinically scrapie-affected control mice (right-hand column, n = 5) and
mice in which PrP® expression was ablated in B cells only (CD21-Cre Prnp"*"

"X~ mice, third column, n = 3). In contrast, none of the mice with PrP®-

—Prnp
ablated FDC (FDC-restricted, Prnp"—CD21-Cre Prnp"® mice, first column, n = 6;
FDC and B cells, CD21-Cre Prnp""—CD21-Cre Prnp"® mice, second column, n =
7) developed clinical signs of prion disease during their life-spans or
histopathological signs of prion disease in their brains. Scale bar, = 500 um. Clin.,

presence of clinical signs of scrapie at the time of cull; Path., histopathological

detection of spongiform pathology in the brain; dpi, days post i.p. prion infection.
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