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CONTEXT: Acute myeloid leukaemia (AML) is a heterogenous disease with marked variation in response to therapy. New prognostic m Utations’ inCI Ud i ng AM L' ETO’ CBFB'MYH 1 1, N PM 1’
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OBJECTIVE: Evaluation of WT1 gene expression, mutations including AML-ETO, CBFB-MYH11, NPM1, FLT3-ITD and PML-RARA as FLT3-ITDI and PML-RARAI as blomarkers for thera py

response in primary AML.
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MYH11 in 3/47 (29.8%) cases; NPM1 mutations in * Increased levels of WT1 in AML are associated

time qPCR, and was normalized against endogenous control genes: HBG2, GAPDH, B2microglobulin. Detection of mutations including
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DESIGN: Prospective Clinical Research
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