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Abstract Results

Previous research conducted by our laboratory has revealed that exposure to reactive oxygen 0% i 2240080 Auin
species, which inactivate the Histone 3 Lysine 4 trimethylating complex (COMPASS complex), ' Auxin

can trigger stress response pathways and increase the lifespan of C. Elegans. Our current
goal is to gain a deeper understanding of how and when depletion of H3K4me3 leads to
enhanced health span and lifespan benefits, specifically in which tissues this occurs.
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Figure 5. Tissue specific ASH-2
degradation upon auxin treatment
within neuronal tissue of C. elegans
as shown through fluorescence

To achieve this, we utilized the AID system to create C. elegans strains that target the MICFOSCOpY.
COMPASS complex component ASH-2 in several tissues. By controlling the timing of auxin
addition, we can regulate ASH-2 degradation.

Our findings indicate that degradation of ASH-2 in somatic tissues during development is
sufficient to extend lifespan. We have developed somatic cell-specific strains to further explore
this connection. Ultimately, our study will provide insight into tissue-specific crosstalk between
epigenetic modifications and longevity pathways.
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