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Not all amyloid-depositing models are the same when considering Prp———
CAA - implications for the study of CAA-related events ASSOCIATION
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Cerebral Amyloid Angiopathy Tg2576 mice and hABSAA mice develop similar hABSAA mice have high levels of cortical astrocyte
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Representative images of Congo red staining in the cortex of 8mo 5x/E4, 8mo Tg2576, 20mo . L select the correct tool for investigating hvpotheses.
Tg2576 and 22mo hABSAA mice. Scale bars = 200um. Quantification of Congo red staining in the Representative images of IBA1 staining in the cortex of 8mo 5x/E4, 8mo Tg2576, 20mo Tg2576 g g nyp

cortex. Tukey post-hoc for multiple comparisons were performed. * P<0.05. *P<0.01. *** P<0.001. and 22mo hABSAA mice. Scale bar in 5x/E4 and hABSAA = 200um. Scale bar in Tg2576 = 100um. Acknowledgements
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