The landscape of genotype-phenotype correlation in AML
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Background Figure 2. Distinct patterns of somatic mutations based on the ontogeny of AML
¢ Acute myeloid leukemia (AML) is a group of clinically
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\(,:VBZ — ?ﬂa 2_29219 Figure 3. Correlation between somatic mutations and clinical phenotype Figure 4. Increased MYC expression
HGB 9.3 8.4-10.3 (BM morphology, PB count, karyotype, immunophenotype based on flow cytometry) in patients with MYC mutations
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) Conclusions
) * We identified significant association between mutations and certain clinical phenotype.
¢ Class 1 mutations (NPM1, FLT3, PTPN11, NRAS) were associated with proliferative disease (high WBC, blast, LDH), whereas patients with mutations in TP53, STAG2,
BCOR, and ASXL1 had non-proliferative disease.
.I 1 |h_ ki ¢ IDH1, IDH2, and NPM1 mutations were associated with decreased expression of HLA-DR. Mutations associated with NOTCH or RAS-RTK pathway showed increased
k TITTETIT T i expression of T-cell markers, whereas mutations associated with hematopoietic differentiation transcription factor showed decreased expression of myeloid markers.
* MYC mutations were associated with MYC protein overexpression in AML.




