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Research Progress of Competitive Endogenous RNA in Acute Myeloid Leukemia

LIU Rui, WANG Yuming ( Department of Clinical Laboratory, the Second Affiliated Hospital of Kunming Medical
University, Yunnan Kunming 650101, China )

Abstact: Acute myeloid leukemia (AML) is a malignant disease of the hematopoietic system caused by a variety of factors, with
a high recurrence rate and mortality rate. Non-coding RNA plays an important role in the occurrence and development of AML.
Competing endogenous RNA (ceRNA) point of view points out that different non-coding RNAs can regulate gene expression
by acting on the same miRNA response element (MRE). At present, more and more studies have shown that non-coding RNA
as ceRNA plays a key role in regulating the biological processes of AML such as proliferation, apoptosis, invasion and drug

resistance. This article mainly reviews the regulatory role of non-coding RNA as ceRNA in the biological process of AML, as

well as its clinical significance in treatment and prognosis.
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