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Alzheimer’s Disease (AD) 1s a progressive neurodegenerative disease associated with old age and marked by deficits in memory and learning skills. AD pathology 1s characterized by amyloid-beta (AB) accumulation, which leads to plaque
formation and ultimately neuronal death. Additionally, AB activates microglial cells, which function as an immune cell 1in the brain. Microglial cells secrete proteins that induce inflammation, known as pro-inflammatory cytokines. The
chronic activation of pro-inflammatory cytokines engenders neuroinflammation and oxidative stress, which then further exacerbates AD pathologies. This project aims to study the effectiveness of cannabidiol (CBD) as a potential treatment
for AD, due to i1ts known anti-inflammatory properties. The overall goal of the research 1s to demonstrate the capacity of CBD to minimize the immunological mechanisms that drive AD pathologies. Our research will contribute to the
understanding of the link between the immune system and central nervous system in AD development. AD 1s the sixth leading cause of death in America, but the availability of therapies 1s limited. CBD represents a natural and possible
effective therapy for those suffering from Alzheimer’s disease, and our research will contribute to determining its efficacy.
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Figure 2. Cells were seeded on day one. At the start of day 2, cells were treated Figure 6. CBD Pre-treatmept attenuates LPS- Figure 8. CBD Pre?treatment.attenuates LPS-induced Figure 10. C.BD pre-treatment attenuates LPS-induced ® HONORS COLLEGE
: : : . induced TNF-alpha production following 4 TNF-alpha production following 8 hours of LPS IL-6 production following 8 hours of LPS treatment
with various concentrations of CBD and treated with LPS 4 hours later. Cell hours of LPS treatment (0.005 pg/mL of LPYS). treatment (0.005 pg/mL of LPS). (0.005 pug/mL of LPS). This project was made possible through a grant provided by the
supernatant and lysates were collected after 4 or 8 hours of LPS treatment. John V. Roach Honors College.




	Slide Number 1

