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Supplementary figure S1: Illustrative overview of blood processing: leucoreduction 

and P-CAPT filtration.This scheme illustrates the process by which units of whole blood 

were processed to leucoreduced red cell concentrates and P-CAPT filtered equivalents that 

were used for transfusion to recipients. Two units of whole blood, in anticoagulant, were 

collected from each donor sheep, centrifuged and red cell concentrates (RCC) extracted. 

Each unit of RCC was independently passed through leucoreduction (LR) filtered and then 

units pooled to ensure homogeneity in terms of cellular content and distribution of BSE-

associated blood-borne infectivity.  The pooled volume was split, whereby one unit of LR-

RCC was used for transfusion and the other LR-RCC processed through the P-CAPT filter 

prior to transfusion. 



 

 

Supplementary figure S2: Conformation of BSE infection in P-CAPT donors and 

recipients by staining hypoglossal nuclei with ROS-IH9. These images are 

representative images of formalin-fixed tissue sections of hypoglossal nuclei (brain) from 

blood donors and recipients stained with the anti-prion protein antibody ROS-IH9. Panels A 

and C are the donor and LR-RCC recipient pair N220 and P524 respectively, and show an 

intense, punctate (sometimes coalescing in nature) PrPd labelling profile (brown staining) 

within the cell body of the neurones as well as some punctate staining out with the cell body. 

Both staining profiles are indicative of BSE infection. Panels B and C represent the donor 

and LR-RCC recipient pair N245 and P467 respectively. The donor (panel B) was confirmed 

as having BSE, indicated by the PrPd labelling pattern previously described, whereas the 

recipient (panel D) showed no specific PrPd labelling, characteristic of this antibody, as was 

confirmed as negative (alongside the results from other tests) for BSE infection. Scale bar = 

100 µm. 

  



Supplementary table S1: Correlation of donors ID used this study and coded IDs 

published previously. 

Donor IDs 
Coded IDs presented 

 in 2011 paper 
timing of blood collection  

/ transmission status 

N220 D12  37%, No transmissions  

N218 D18* 45%, Some transmissions 

N245 D5*  24%, Some transmissions 

N180 D23* 37%, Some transmissions 

N258 D11  49%, No transmissions 

N178 D1* 27%, Some transmissions 

N259 D20  30%, No transmissions 

 

Blood was collected from the donors used in this study at earlier time points (and well before 

the onset of clinical signs) and transfused to recipients as part of another transfusion study, 

first published in 2011 (McCutcheon et al., PLoS One. 2011; 6(8): e23169).  In this first study 

a coded ID was assigned to the blood donor sheep. For continuity, the coded IDs have been 

decoded to allow correlation between publications and to aid the understating of the 

conclusions reported in this current paper. Comments relate to the timing of the initial blood 

collection (as a percentage of the final incubation time for BSE positive sheep) and whether 

or not positive transmissions of BSE have been observed to date following the transfusion of 

components collected pre-clinically from these donors (indicated by the *).



 


