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* The underlying mechanism that makes individuals with Down syndrome (DS) more susceptible to developing Alzheimer’s disease (AD) remains unclear.
* RALY is a newly identified repressor of Down Sydrome Critical Region 1 (DSCR1), directly binding its promoter to limit transcription.
* RALY isoform 2 binds to the DSCR1 promoter and lowers DSCR1 protein levels, acting as a regulator of DSCR1 homeostasis.

* The RALY-DSCR1 regulatory axis provides a mechanistic clue to how DSCR1 dysregulation may contribute to AD pathology in DS.
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