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Abstract Objective: In order to increase our understanding of acute myeloid leukemia with pleural invasion
expressing dupMLL,HOX11,and WT1 genes. Method: One case of acute myeloid leukemia with pleural invasion
expressing dupMLL, HOX11,and WT1 genes was reported and the literature was reviewed. Result: DupMLL,
HOX11,and WT1 fusion genes may lead to high extramedullary infiltration where same genes were expressed.

Conclusion: Acute myeloid leukemia patients expressing dupMLL,HOXI11.and WT1 genes were accompanied by

high extramedullary infiltration,resistance to routine chemotherapy,and poor prognosis.
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