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RESULTS CONCLUSIONS

Heterozygously Mutated iEC Exhibit Pro-Mesenchymal Phenotype and EndMT is Alleviated by IFNa and Tyrosine Kinase Inhibitors

INTRODUCTION

Overt myelofibrosis is a late-stage BCR-ABL1 negative myeloproliferative neoplasm (MPN) Heterozygous IEC exhibit transcriptional changes that may
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