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ANKRDI17 are associated with adverse
conditions such as intellectual disability, while
upregulation of ANKHDI1 is linked to cancer. Conclusion
* Thus, the loss-of-function mutations of mask
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. . ‘ Figure 2. Mask suppresses eye degeneration in Drosophila induced by ectopic disease and AL.S.
* In our studles, we aimed to characterize the MAPT and FUS expression. (A) Representative images of adult eyes expressing UAS— » Building on these findings, we will set out to further explore
function of mask in Drosonhila neurons in control RNAi, UAS-mask RNAi, and UAS-mask under the control of GMR-Gal4 driver.

. . P . (B) Co-expressing these transgenes with human MAPT or (C) with FUS. Note the whether the human homolog of mask, ANKHD1, may confer
both synaptic formation and neuro-protective degeneration in the eyes with MAPT or FUS alone, versus mask knockdown, or Mask similar beneficial effects in mitigating neuronal degeneration
processes. overexpression. Degeneration from MAPT and FUS 1s enhanced with mask knockdown in mouse models for the same neurodegenerative conditions.

and suppressed by Mask co-expression.
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