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Figure 3: Neuroinflammation in 5XxFAD transgenic mice. Quantification of activated microglia (A; CD11b labeling) and astrocytosis (B,
GFAP labeling) in the cortex and hippocampus of 3-, 6- and 9-month old 5xFAD transgenic mice. Immunoreactive area in percent. n = 5.
Data are shown as mean + SEM. One Way ANOVA followed by Bonferroni’'s posthoc test.*p<0.05; **p<0.01; ***p<0.001. C:
Representative images of CD11b, GFAP, NeuN and DAPI labeling in 9 months old 5xFAD transgenic mice.

SUMMARY and CONCLUSION
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also to analyze Alzheimer’s disease - related neuroinflammation.
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