Investigating Mitochondrial Fission, Fusion, and Biogenesis in Pathology of Age-Related Macular Degeneration
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Fission & Fusion| SUMMARY and FUTURE DIRECTIONS

Depletion Recovery

e FKission and Fusion
o AMD donors have significantly increased fission machinery (MFF, pS616-Drpl)
o AMD donors have significantly decreased fusion machinery (OPA1 and MFN2) during stress (4F), though no differences during recovery.

e Biogenesis
AC KN OWL E D G M E N TS o TFAM showed significant difference between AMD and No AMD during Recovery, indicating potential differences in biogenesis (fig. D, background).

o P-AMPK/AMPK and PGCI-a did not show significant difference with this sample size.
Dr. Sandra Montezuma for grading our donors using MGS e Future Directions

Lion’s Gift of Sight o Increase sample size for Biogenesis Western blots

Liquay Family Foundation | o CoCl, treatment to stimulate Hypoxia, a physiologically relevant mitochondrial stressor
This research was supported by Undergraduate Research Opportunity Program (UROP) o Imaging experiments as an alternative method to quantify fission, fusion, and biogenesis

Decanini A ,et al., Am J of Ophthalmol, 2007; Olsen and Feng, /OVS, 2004 Methods figure: BioRender.com




