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Mutations in diagnosis and relapse

e Comparing the mean VAF at diagnosis, relapse and
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Comparing diagnosis and primary refractoriness, there were differences in NPM1 (23.5% vs Paired samples: mutations in diagnosis and relapse. - |

To analyze the differences in molecular alterations 11.7%, P<0.01), RUNX1 (17.9% vs 23.9%, P=0.04), SRSF2 (15.8% vs 21.3%, P=0.04), IDH1 Mutations in diagnosis and refractorincss
among diagnosis, refractoriness and relapse in (9.9% vs 15.2%, P=0.02), WT1 (5.1% vs 8.6%, P=0.03). 30%
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METHOD (5.6% vs 2.9%, P=0.04), and WT1 (5.1% vs 11.1%, P<0.01). 15% A '“
Paired diagnosis-primary refractoriness (57 patients) and diagnosis-relapse samples (97 10% B -t ' '
patients) were studied. In diagnosis-relapse samples, there was a difference in NRAS 0 . . ]
Laboratory data from the PETHEMA (Spanish mutation (15.7% Vs 4.7%, P<0.01 ) 5% VAF differences in some genes (WT1, FLT3-ITD, KRAS, NPM1).
Hematology Treatment Program) AML group. 0%
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Patients diagnosed between 2017 and 2022 were
included in the study; diagnostic, relapse, and
primary refractory samples were analyzed, using a
NGS panel with 26 common genes:

ASXL1 EZH2 TET2
CONCLUSIONS
IDH1 U2AF 1 =
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Paired samples: mutations in diagnosis and refractoriness.
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Variant allele frequency (VAF) changes were
analyzed too.

understand the biology of AML and identify
therapeutic targets in the most refractory alterations

to conventional chemotherapy. . g .
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