SAA mice exhibit characteristics of CAA and vascular deficits
across AD progression
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A) Quantification of GFAP staining in 13, 16, 19 and 22mo hAB>A4 cortex (CX) and hippocampus
(HPC).Tukey-post hoc or Steel Dwass tests for multiple comparisons were performed depending on

A) Quantification of Congo red staining in 13, 16, 19 and 22mo hAR>A* cortex (CX) and
hippocampus (HPC).Tukey-post hoc or Steel Dwass tests for multiple comparisons were
performed depending on distribution of data. * indicates P<0.05, ** indicates P<0.01, *** indicates
P<0.0001. B) Representative images of Congo red staining at 10x magnification. Scale bar in all
images = 200um.

* ARIA s not well understood and there are no current
treatments to reduce ARIA incidence.
Why characterize this model?
 When characterizing a model, it is important to
iInclude timepoints that represent advanced age as

distribution of data. * indicates P<0.05, ** indicates P<0.01, *** indicates P<0.0001. B) Representative
images of GFAP at 10x magnification. Scale bar in all images = 200um.
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C Immunohistochemistry/Histology A) Quantification of Prussian blue staining in 13, 16, 19 and 22mo hABS** cortex (CX) and _ ( - )
hippocampus (HPC).Tukey-post hoc or Steel Dwass tests for multiple comparisons were performed « Wilcock Lab memberS, SpeCIflca”y:

« Congo Red, Prussian Blue (microhemorrhages),
and GFAP (astrocytes)

depending on distribution of data. * indicates P<0.05, ** indicates P<0.01, *** indicates P<0.0001. B)
Representative images of Prussian blue positive hemorrhages at 20X magnification. Scale bar in all
images = 200um. °
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