High MYC Expression Predicts Poor Survival Outcomes in IDH1/2 mutant AML patients
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« Substantial fraction of patients fail to respond to IDH1/2
inhibitors in AML. RESULTS

« Recent studies have shown MYC prevents the normal

myeloid differentiation and cell death by suppressing . Total of 28 (IDH1™t, n=11: [DH2™ut, n=18; IDH1/2™ n=1) patients
IDH1/2-TET2 signaling. « 12 (42%) patients had secondary AML
 Favorable risk were 9 (32%), Intermediated risk were 11 (39%), CONCLUSION
Adverse risk were 6 (21%) at AML diagnosis.

17 (60.7%) received intensive chemotherapy and 6 (21.4%)
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