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[Abstract] Objective To investigate the expression of miR-641 in hepatocellular carcinoma (HCC) and its ef-
fect on the proliferation and invasion of HepG2 cells. Methods The cancer and adjacent tissues of 48 patients patholog-
ically confirmed as HCC who underwent surgical resection from January 2018 to August 2018 in Yongchuan Hospital Af-
filiated to Chongqing Medical University were collected. Real-time quantitative PCR (qQRT-PCR) was used to detect the
expression of miR-641 in cancer tissues and adjacent tissues, and the results were analyzed with clinical pathological pa-
rameters. The miR—-641 mimics, inhibitors, and negative control (NC) were transfected into HepG2 cells by liposome
method. Then the expression level of miR-641 was detected by qRT-PCR, the proliferative capacity was detected by
MTT assay at 24 h 48 h, 72 h, 96 h after transfection, and the invasion ability was tested by transwell invasion assay.
Results The expression level of miR-641 in HCC tissues was (2.44+0.13), significantly lower than (6.31+0.48) in adja-
cent tissues (P<0.05). Meanwhile, the expression level of miR—-641 in cancer tissues decreased with the increase of pa-
tients' Edmondson classification (P<0.05), which were (3.15+0.72) in grade I and I group and (2.02+0.74) in grade Ill
and IV group. Compared with the expression level of miR-614 in the NC group (1.0+0.07), the level of miR-641 in
miR-641 mimics group (9.54+0.62) was significantly increased, and that in miR-641 inhibitors group (0.34+0.05) was
significantly decreased, all with statistically significant differences (P<0.05). At the same time, compared with the prolif-
eration level of NC group cells at 96 h (0.59+0.02), the proliferation level of miR-641 mimics group (0.50+0.01) was sig-
nificantly decreased, and that of miR-641 inhibitors group (0.82+0.03) was significantly increased, all with statistically
significant differences (P<0.05). Invasion data showed that compared with the relative invasion cell number in the NC group,
the number in the miR-641mimics group was significantly lower, and that in the miR-641 inhibitors group was significantly
increased, all with statistically significant difference (P<0.05). Conclusion miR-641 is lowly expressed in HCC tissues
and is associated with hepatocellular carcinoma Edmondson grading, which may participate in the development and pro-
gression of HCC by promoting the proliferation and invasion of cancer cells.
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