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Alzheimer’s disease (AD) 1s a neurodegenerative disease characterized by the formation of amyloid beta (AP) plaques in the brain and 1s the seventh leading cause of death in the United States. Chronic inflammation and oxidative stress
associated with AD leads to neuronal cell death. A cellular protective mechanism against oxidative stress mvolves the Nuclear factor erythroid 2-related factor (Nrf2) pathway. Nrf2 is responsive to the reactive oxygen species (ROS)
produced when the cell 1s under oxidative stress, leading to its translocation into the nucleus where 1t activates transcription of genes that produce antioxidant enzymes like heme oxygenase-1 (HO-1). To study this pathway 1n neurons, our
lab chose to use the mouse hippocampal HT-22 neuronal cell line. Our previous attempts to grow these cells 1in culture proved difficult, leading us to hypothesize that providing a growth enhancing surface of collagen would provide a more
stable surface 1n which to propagate these cells. Here we show that HT-22 cells grown on rat tail collagen provide a model system to investigate the Nrf2 pathway. We also demonstrate that HT-22 cells are viable on tissue culture plastics
without the need for collagen.
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