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Abstract Upregulation of Wg Signaling Mimics C9-ALS induced Lamina Manipulation of Wg Signaling Modifies C9-ALS Defects in Eye

Amyotrophic Lateral Sclerosis (ALS) is a devastating neurodegenerative disease which typically leads to Disru ptions Degeneration, Eclosion, and Cllmblng Ability
death within 2-5 years after diagnosis. The most common genetic cause of ALS is a hexanucleotide
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phenotypes seen in C9-ALS models. We further aim to examine the molecular mechanism of Wg (G4C2)30
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upregulation as well as potential downstream pathogenic cascades. These studies have the potential to B. Rescue of (G4C2)30 Eclosion Defects C. Rescue of (G4C2)30 Climbing Defects
uncover the role of Wg signaling in C9-ALS, which may suggest novel therapeutic targets. Wi1l18 UAS-We UAS-Dsh 5 " a1
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Figure 5: Upregulation of Wg signaling leads to defects in nucleocytoplasmic transportas | | * Upregulation of Wg signaling can disrupt both the nuclear lamina and components of the
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