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Experimental Framework

Models of the Spectrum of CSVD/VCID
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Immunohistochemical approaches were used to characterize | , vascular Cognitive impairment and dementia
endOthellal activation States! m|CrOg“a| responses, and Slgna“ng Figure 4. A novel transgenic rat model of mixed vascular dementia. SHRSP rats were crossed with rats carrying humanized E4

pathways associated with tissue injury and repair_ Tempora| and the FAD transgene resulting in widespread vascular amyloid, tau deposition, complement deposition, and glial reactivity. Bulk
RNA-seq of the frontal cortex highlights the interaction between vascular risk factors including hypertension and amyloid deposition
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