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Current understanding of animal models for benzene-induced leukemia
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Abstract: Benzene may eventually lead to hematopoietic neoplasms. In human with occupational exposure to benzene, acute myeloid
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leukemia (AML) are frequently observed in epidemiological studies. In recent years, animal models of benzene-induced acute leukemia have
helped to strengthen our understanding of the mechanism of benzene-induced AML. In this review, benzene-induced acute leukemia are sum-

marized in two parts: (1) The animal models developed by dermal administration of benzene. (2) Models developed by using airborne ex-

posure technique.
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