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Growing evidence shows that what we eat can influence
the risk and progression of Alzheimer’s disease. This
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energy imbalance induced by poor nutritional
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* The Mediterranean diet enhances gut protection
by increasing mucin production, while neither

* [Inthe U.S, 10.8% of the population aged 65+ is impacted by AD ( Rajan et al., 2021).
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graded alcohols and staining buffers (Leica
Biosystems) and mounted with DPX.
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Figure 5: Colon tissue and colon goblet
cell count results for both M/F
mice. **** p’s <0.0001, ** p’s <0.001.

Figure 6: Sl tissue and villi length results
for both M/F mice. No-significant
differences.
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