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Pathogenesis and drug development of acute lymphoblastic leukemia
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Abstract: Acute lymphoblastic leukemia is a hematological malignant tumor, which is more common in adult acute leukemia. The
biological characteristics of leukemic cells are chromosomal abnormalities and genetic alterations related to the proliferation and
differentiation of precursor lymphocytes. Although significant progress has been made in combination chemotherapy, medicine

resistance and relapse are still difficult problems in treatment. Therefore, the mechanism of ALL gene mutation, pathway and

targeted therapy are reviewed in this paper, in order to provide reference for clinical new drug research and development.
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Table 1 ALL molecular pathway targets and drug development
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