Repurposing ldiopathic Pulmonary Fibrosis Drugs To

Treat Vascular Alzheimer’s Dementia: A Safe, Effective
and Accessible Approach to Alzheimer’s Treatment
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Table 1. Key genes upregulated in APOE4 compared to Figure 2. TGF signalling is upregulated in pericytes

APOE3 Genes of interest were selected from the results of the MAST with the APOE4/4 genotype. A-B) Immunofluorescent confocal
analysis comparing gene expression in vascular cells with the APOE4/4 and  microscopy images of APOE3/3 and APOE4/4 pericytes. Pericytes were stained
APOE3/3 genotypes. Genes were selected based on the log-2 fold change  for nuclear markers (Hoechst), SMAD2, and PDGFR[3, a canonical pericyte cell
(positive values indicate increased expression in APOE4/4 compared to marker. C) Graphical comparison of nuclear SMAD2 in APOE3/3 and APOE4/4
APOE3/3) and the adjusted p-value, with priority being placed on genes witha  pericytes. Two-tailed Student’s t-test was performed and p = 0.0061. Error bars

large log-2 fold change and small p-value. represent £SD.
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