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Abstract: As a type of cancer that starts in certain blood-forming cells of the bone marrow, chronic myeloid
leukemia (CML) is caused by the formation of an abnormal gene called BCR-ABLI1. The targeted medicine
TKI for BCR-ABLI1 has great effect on treating CML: however, TKI is not able to completely remove the
leukemia stem cells (LSCs) in CML patients, which will lead to drug resistance and leukemia relapse. With
the application of Wnt signaling pathway in regulating stem cell function, many studies have found that it
also plays an important role in treating CML. In this paper, we reviewed the impact of Wnt signaling pathway
on CML therapy.
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CML: chronic myeloid leukemia; LSCs: leukemia stem cells; COX: cyclooxygenase; DGLA: dihomo-y-linolenic acid; EP: prostaglandin E receptor;

GF: growth factor; Gs: G protein Gs alpha subunit; PG: prostaglandin; RTK: receptor tyrosine kinase; TF: transcription factor.
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Figurel Simplified model of Wnt/B-catenin and related signal transduction and proposed model of PGE1 activity in CML'
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