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Figure 3: Section of zebrafish retina (left) immunofluorescence. Green glutamine GFAP for
Muller, blue is DAPI and red is EdU. Mller glia undergo dedifferentiation to produce new \
progenitors in response to retinal cell death to produce all retinal cell types (right) 4.
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Figure 9: Morphology of Miiller glia in the mutants have shared surface area,
volume, and crowding compared to wildtype siblings (data not shown). Analysis

was performed using Imaris 3D analysis

In the zebrafish retina, there are multiple sources of retinal progenitors such Figure 6: | will investigate the role of Sema3fa by using a loss-of-function mutant zebrafish om these results. it is indicated that Semadfa mav olav a role in reeulating the
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progenitors. This model system is being used to find clinical targets to induce oroliferation, 2) gene expression 3) Miiller glia morphology. !orodgction of progenitors by IVI[.JIIer glia. The findings from this pro!'ect will help
endogenous neurogenesis in human patients. identify ways to remove brakes in endogenous stem cell pathways in the human

retina that need to be therapeutically re-awakened to replace cells lost in
childhood retinal diseases.
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