ANNUAL Regulation of Autophagy and Oxidative Phosphorylation |Is Predominantly Altered
at the Transcription Level in Leukemic Stem Cells (LSCs) in Relapsed AML
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R E S U LT S Fig.1 Gating strategy for sorting LSC enriched fractions from BMA collected from AML patients
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altered splicing patterns between relapse and diagnostic
LSCs, along with rMAPS to pinpoint significant RNA-
binding proteins instrumental in regulating alternative
splicing events.
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