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17.2vs 42.2

17.2 vs 42.2 months / median OS, CEBPA-
mutated vs wild-type (HR 2.05; p<0.001)

44.0%

44.0% vs 19.5% / 36-month AML
transformation (sHR 1.89; p=0.006)

2.7%

of MDS carry a CEBPA
mutation (n=66/2,442)

CEBPA-mutated MDS is a high-risk, transformation-prone subgroup; the AML bZIP-fFavorable paradigm does not translate to MDS.

Kaplan-Meier survival curves: CEBPA-mutated vs wild-type MDS
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« 20 of 36 deaths in CEBPA-mutated patients occurred as AML transformation.
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