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[ Abstract] Chronic myeloid leukemia (CML) is a hematological system malignant tumor characterized
by the appearance of Ph chromosomes and the formation of BCR-ABL fusion gene. With the emergence of
tyrosine kinase inhibitors,the efficacy and survival of CML have been improved significantly. However, there
are still some patients with inevitable disease progression and recurrence. In CML patients, the body’s own an-
ti-tumor immunity can play a role in monitoring, recognizing and eliminating the leukemia cells, which is
closely correlated with the occurrence,development, curative efficacy and prognosis of the disease. The immune cells
such as natural killer (NK) cells, T cells, dendritic cells, Treg and MDSC play a key role in anti-tumor immunity.
Therefore, this article reviews the characteristics of CML immune cells, correlation between the body’s own anti-tumor
immune status and therapeutic effect,and the recent progress of CML immunotherapy.
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