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[Abstract] Objective To investigate the relationship between the expression of microRNA - 23b
(miR-23b) of hepatocellular carcinoma (HCC) and the progression of HCC, and to clarify whether miR-23b
could affect the proliferation of HCC cells by targeting interleukin - 11 (IL - 11). Methods By using
immunohistochemical analysis and reverse transcription - quantitative polymerase chain reaction (RT-qPCR),
the expression levels of IL-11 and IL-11 receptor alpha (Ra) in both HCC and its adjacent normal liver
tissues were checked. RT-qPCR and Western blot were used to detect the expression levels of miR-23b in
HCC cell lines SMMC-7721, LM3 and Hep3B. Then the transfected miR-23b agonists, antagonists and the
expression levels of miR-23b, IL-11, IL-11Ra in SMMC-7721 cells of the control group were determined.
Using colony formation and apoptosis analysis method, the proliferation and apoptosis of SMMC-7721 cells
transfected with miR - 23b agonists and antagonists were checked. Luciferase assay system was used to
determine whether IL-11 was a direct target of miR-23b. Finally, the colony formation and flow cytometry was
used to evaluate the effect of miR -23b agonists transfected on pcDNA -IL-11 and miR -23b antagonists
transfected with siDNA on the proliferation and apoptosis of SMMC -7721 cells. Results The expression of
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miR-23b in HCC tissues was negatively correlated with the progression of cancer. Compared with the adjacent

normal liver tissues, the expression of miR-23b in HCC tissues was obviously down -regulated, while the

expressions of IL-11 and IL-11Ra were remarkably up - regulated. A negative correlation existed between

miR-23b expression and IL-11, IL-11Ra expression. IL-11 was a direct target for miR-23b to regulate HCC

progression. Through targeting 1L-11, miR-23b could inhibit SMMC-7721 cell proliferation and promote its

apoptosis. Conclusion Through regulating the expressions of IL-11 and IL-11Ra, miR-23b can inhibit the

progression of HCC, and miR - 23b may directly down - regulate the expression of IL - 11 and play a

carcinostasis role in HCC progression. The miR-23b may be a potential target for the treatment of HCC in the

future. (J Intervent Radiol, 2019, 28 358-366)
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