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Figure S1. 

Efficacy of basal synaptic transmission measured thanks to input/output (I/0) curves and paired 

pulse facilitation ratio (PPR). 

A. Input/output (I/O) curves. Curves were constructed by plotting mean fEPSPs slopes + SEM as a 

function of stimulation intensity. There was not significant differences between the different 

groups (two way ANOVA, Aβ conditions x stimulation intensity interaction (F (18, 170) = 0.17, 

p>0.9), n = at least 5 different mice per condition). B. Paired pulse facilitation ratio (PPR). Curves 

were constructed by plotting PPR + SEM as a function of inter-pulse interval. There was not 

significant differences between the different groups (two way ANOVA, Aβ conditions x inter-pulse 

interval interaction (F (12, 119) = 0.5245, p=0.9), n =at least 5 different mice per condition. 
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Figure S2. 

Neuritic-like plaques in the hippocampus are not astrocytes containing polyglucosan bodies 

A-B. AT8 labeling including the primary antibody (A) and without the primary antibody (B). The 

neuritic plaques were not detected anymore, thus suggesting that AT8-labeling was specific. C. 

Double staining with GFAP for astrocytes and PAS that detects polyglucosan bodies. The amyloid 

plaque cores are slightly PAS positive, but astrocytes are not positives. D-E. Triple labeling using 

AT8 (green), GFAP for astrocytes (red) and DAPI (blue) for cell nuclei. AT8-positive lesions were 

not detected within astrocytes. 
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Figure S3. 

Microglia and astrocyte labelling in the hippocampus of inoculated APP/PS1dE9 mice 

A. Co-immunolabeling using Iba1 for astrocytes (green), 4G8 for amyloid plaque (red) and DAPI 

(blue) for cell nuclei. Iba1-positive clusters were found around amyloid plaque. Scale bar = 30 µm 

B. Co-immunolabeling using Iba1 for astrocytes (green), CD68 for lysosomal microglia (red). DAPI 

(blue) was used for the labelling of amyloid plaque autofluorescence . Overlap of Iba1 and CD68 

labelling were found  surrounding amyloid plaques. Scale bar = 20 µm C. Representative images of 

GFAP immunolabeling showing astrocytes in the hippocampus of APPswe/PS1dE9 mice after PBS, 

Aβwt, or Aβice inoculation. Scale bars: main images = 100 µm, Insets = 20 µm D. Quantification of 

GFAP staining revealed similar astrocyte density in the hippocampus at 4mpi (p=0.6808 ; Kruskal-

Wallis with Dunn’s multiple comparisons). nAPP/PS1-PBS=5, nAβwt=5, nAβice=5 mice. 

 

 


