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Alzheimer’s Disease (AD) 1s a progressive neurodegenerative disease associated with old age and marked by deficits in memory and cognitive function. AD pathology 1s characterized by amyloid-beta (A3) accumulation, which leads to
AP plaque formation and ultimately neuronal death. Additionally, AP activates microglial cells, which function as immune cells 1n the brain. Microglial cells secrete proteins that induce inflammation, known as pro-inflammatory cytokines.
The chronic activation of microglia engenders oxidative stress in the brain, which further exacerbates AD pathologies. Dr. Kayla Green’s lab 1n the TCU Chemistry Department has successfully created potent small molecules, such as L2
Q A4 \\’/ and L4, that act as potent antioxidants. We collaborated with Dr. Green’s lab to research the possible, therapeutic effects of L2 and L4 treatment against inflammation in immortalized, BV2 microghal cells. Moreover, the main purpose of

the current experiment was to further study the effects of these molecules against key AD pathologies, and to understand L2 and L4’s therapeutic potential against inflammation in vitro. The overall goal of this research was to demonstrate
Neurobiology of Aging  the capacity of L2 and L4 to minimize the immunological mechanisms that drive AD pathologies. AD i1s the sixth leading cause of death in America, but the availability of therapies 1s limited. Our research will contribute to the

Collaborative understanding of the link between the immune system and central nervous system in AD development.
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LPS-induced inflammation in microglial cells as a possible treatment for Alzheimer’s Disease.
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