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Effect of microRNA-133 on migration and invasion of
cholangiocarcinoma cells*

Xiang Rong, Xiao-fang Liu
(Department of Hepatobiliary-Pancreatic Surgery, Affiliated Yantai Yuhuangding Hospital,
Qingdao University Medical College, Yantai, Shandong, 264000, China)

Abstract: Objective To study the expression of MicroRNA-133 (miR-133) in QBC939 cholangiocarcinoma
cells, to analyze the role of miR-133 in the migration and invasion of cholangiocarcinoma cells, and to explore the
possible molecular mechanisms. Methods RT-PCR (real-time PCR) was used to analyze the expression of each
subtype of miR-133 in QBC939 cholangiocarcinoma cells in order to select the appropriate subtype for functional
experiments. QBC939 cells were divided into three groups: interference group (transfection with miR-133a-5p
inhibitor), negative control group (transfection with miR-133a-5p mimic), and blank control group. RT-PCR was
used to measure the expression of miR-133a-5p in each group; Transwell assay was used to analyze the migration
and invasion of cholangiocarcinoma cells in each group; Western blotting was used to detect the expression of LASP-

1 protein family members (LIM, SH3-1 protein) in each group. Results In the three subtypes of miR-133, the

ks HiY . 2021-01-14
*EATH ¢ JURTE DA 52 S S 2 F R A s 24 B H (No : B17134)
[EAEVEH ] XN, E-mail: 1iu634@263.net; Tel: 13583558406

- 59 .



FpIE AR ek

41314

relative expression of miR-133a-5p was highest (P < 0.05). The relative expression of mir-133a-5p in the

interference group was (0.70 £ 0.08), which was lower than that in the negative control group and blank control

group (P < 0.05). Compared with the negative and blank control groups, the number of cell migration (72.0 + 11.0)

and invasion (20.0 + 3.0) in the interference group was significantly decreased (P < 0.05). Compared with the

negative and blank control groups, the interference group exhibited higher expression level of LIM protein and lower

expression level of SH3-1 protein (P < 0.05). Conclusion MiR-133a-5p can regulate the expression of LASP-1

protein (LIM protein, SH3-1 protein) in QBC939 cholangiocarcinoma cells. The low expression of miR-133a-5p can

inhibit the migration and invasion of QBC939 cells, which may be achieved through the regulation of LASP-1

protein by miR-133a-5p. Mir-133a-5p is expected to become a new target for targeted therapy of

cholangiocarcinoma.
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