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[ Abstract] Objective To investigate the regulatory mechanism of macrophage migration
inhibitory factor (MIF) in hepatitis B virus (HBV) related hepatocellular carcinoma (HCC). Methods MIF
expression was inhibited in human HCC cell line HepG2.2.15 by transfection of lentivirus-MIF shRNA.
HepG2.2.15 cells were divided into transfection group and control group. The growth and proliferation
changes of HepG2.2.15 cells were detected by 3-(4, 5-Dimethylthiazol-2-yl)-2, 5-diphenyltetrazolium
bromide (MTT), changes of apoptosis in the cells were observed by flow cytometry, the protein level
changes of MIF, nuclear factor kB (NF-kB) and B-cell lymphoma-2 (Bcl-2) were determined by Western
blot. The experimental indicators of cell proliferation and apoptosis between transfection group and control

group were analyzed by paired-wise data s-test. Results MIF was highly expressed in HepG2.2.15 cell.
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Compared with the control group, the proliferation of HepG2.2.15 cell in transfection group was decreased
by (53.0 £2.0) % (¢ = 6.421, P = 0.023), the apoptosis was increased by (22.5 + 3.0)% (¢ =5.837, P = 0.027),
while the protein expression of NF-kB and Bcl-2 were decreased by (48.8 = 2.0)% (¢ = 6.936, P = 0.021)
and (50.3 £ 3.0)% (¢ = 6.729, P = 0.022) , respectively, all with significant differences. Conclusions MIF

could affect the proliferation and apoptosis of HepG2.2.15 cells by regulating the gene expression of NF-

kB and its downstream Bcl-2 pathway. Inhibition of MIF may become a novel target for treatment of HBV

infection-associated HCC.

[ Key words] Migration inhibitory factor; Hepatitis B virus; Hepatocellular carcinoma; Nuclear factor

kappa B; B-cell lymphoma-2
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