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Abstract Objective: To investigate the effects of leukocyte differentiation antigen 74 (CD74) gene expression on the
proliferation, invasion and macrophage migration inhibitory factor ( MIF')/extracellular signal-regulated kinase (ERK) signa-
ling pathway in acute myeloid leukemia (AML) cells. Methods: Bone marrow samples from 83 AML patients ( AML group) ,
bone marrow samples from 25 normal donors ( control group) and human AML cell lines HL60, MOLM-13, THP-1, U-937 ,and
bone marrow mononnuclear cell( BMMC) were collected as the research objects. Western blotting was used to detect the CD74
protein expression in AML bone marrow samples and cell lines. MOLM-13 cells were transfected with lipofectamineTM2000
transfection kit and divided into blank group (without transfecting) , si-NC group ( transfecting with si-NC) , si-CD74 group
(transfection with si -CD74). Western blotting was used to detect the expression levels of CD74, matrix metalloproteinase 9
(MMP-9) and MIF/ERK signaling pathway related proteins MIF, p-ERK and ERK in each group of cells, CCK-8 method was
used to detect the proliferation of MOLM-13 cells in each group at 0, 24, 48, 72 h, and Transwell experiment was used to de-
tect MOLM-13 cell invasion in each group. Results: Compared with the control group, the expression level of CD74 protein in
the bone marrow of the AML group was significantly increased (P <0.05). CD74 protein was highly expressed in HL60,
MOLM-13, THP-1, U-937 cell lines, and was highest in MOLM-13 cell line. Compared with the blank group and the si-NC
group, the OD450 value (at 24, 48, 72h), cell invasion number, expression of CD74, MMP-9, MIF and p-ERK proteins in
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MOLM-13 cells in the si-CD74 group were significantly reduced (P <0.05). There was no significant difference between the

blank group and the si-NC group (P >0.05). Conclusion: Interfering with the expression of CD74 in AML cells can inhibit

cell proliferation and invasion. This mechanism may be related to the inhibition of MIF/ERK signaling pathway.

Key words Acute myeloid leukemia; Cluster of differentiation 74 ; Cell proliferation; Cell invasion; Macrophage migra-

tion inhibitory factor/extracellular signal-regulated kinase signaling pathway
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