A Novel Mechanism of Action of Midostaurin in Systemic
Mastocytosis: Beyond KIT Inhibition
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I d . AKA inhibition by Danusertib rescued SETD2 expression and activity, SETD2/H3K36me3 rescue correlated with clinical response to
ntroduction raising the hypothesis that AKA might be implicated in SETD2 midostaurin and reduction of KIT D816V AB as assessed by
degradation (Figure 2). digital PCR at 3 and 6 months of treatment (Figure 5).
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FIG 1 FIG.4 - SETD2/H3K36me3 deficiency by WB may serve as a

biomarker of response to midostaurin.
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