The effects of silencing insulins on the morphology and function of both
healthy and degenerate mechanosensory neurons in the C. elegans aging model
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Figure 5 Mean aberrations in whole worm and cell type in (A/C) wild type and (B/D) neurodegenerative models.
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4 So far we have seen a significant impact on neuronal morphology by knocking
down insulin like peptides 2, 3, 5 and 7. Our primary goal is to complete this
Figure 1 A simplified diagram of Caenorhabditis elegans with mechanosensory neurons of interest labeled. Models are transgenic mutants screen for a” 40 insulin Ilke peptides in C. elegans. After the com pletion ofthe

with fluorescently labeled mechanosensory neurons and aggregates. Overexpression of SID-1 channels allows for RNAi sensitivity. Also listed

are the genotypic nomenclature for the Huntington’s disease and wild type models respectively. : : : : :
Methodology screen, more in depth st.udy on speaﬁc a.nd mterestmg peptldes. We are also
Figure 4 Schematic and description of screen methodology used in this interested in how these insulins like peptides interact with each other.
project.
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decline and contribute to neurodegenerative diseases such as Alzheimer’s and Huntington'’s disease (Knobloch and Mansuy, 2008).
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