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Acute myeloid leukemia (AML), as a highly malignant hematological tumor, still plagues us with its etiology
and recurrence; current studies have found that obesity is closely related to the development of acute myeloid
leukemia, and the survival rate of obese acute myeloid leukemia patients is lower than that of non-obese patients.
Fatty acid-binding protein 4 (FABP4), as a fat factor suggesting that obesity is beneficial to the growth of AML
cells, may be one of the reasons for the low survival rate of obese AML patients compared with non-obese patients.
FABP4 can pass MAPK, IL-6/STAT3 signaling pathway. Etc. affects cell proliferation, survival and differentiation,
and inhibits AML cells by down-regulating or inhibiting the expression of FABP4. In general, FABP4 may be an
important factor in the pathogenesis and prognosis of obese acute myeloid leukemia, providing a new target for
clinical treatment.
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