ANNUAL Alternative Splicing Factor Rbom17 Affects Proliferation and Aging of MDS-HSPC
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METHOD

We used scRNA-seq, CUT&Tag, CRISPR/cas9, and FCM
technologies, with a focus on elucidating the upstream

regulatory factors and the downstream pathways regulated
by Rbm17. « RBML17 regulates disease progression in

leukemial.

* In MDS-HSPC, Rbm17 downregulation
promotes differentiation disorders by
regulating aging and proliferation genes,
resulting Iin increased aging markers and CONTACT INFORMATION
altered proliferation potential. Further

research iIs needed to elucidate its

mechanisms.
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