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The prognostic and therapeutic value of T cell immune homeostasis in the
bone marrow microenvironment of acute myeloid leukemia

XU Ling, LI Yang-qiu(Key Laboratory for Regenerative Medicine of Ministry of Education, Institute
of Hematology, School of Medicine, Jinan University, Guangzhou 510632, China)

Abstract; The bone marrow microenvironment (BMM) plays an important role in the development of acute myeloid leukemia
(AML). Multiple studies have shown that T cells can maintain immune homeostasis and promote the differentiation balance of
hematopoietic stem cells in normal BMM. However, the immune homeostasis of T cells in BMM is disrupted and unbalanced in
AML, suggesting that the imbalanced BMM T cell state may be involved in the development of AML. The characteristics of
BMM T cell homeostasis imbalance and the value of the imbalance in the prognosis and treatment of AML patients have not
been fully understood. This review outlines the role of T cells in the normal bone marrow and the potential value of BMM T cell
immune homeostasis in prognosis prediction and treatment of AML patients.
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