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[Abstract] Objective To investigate the effect of PONI low expression on the proliferation and cell clo-
ning capacity of hepatocellular carcinoma cells. Methods RNA of hepatocellular carcinoma tissues and para-
cancerous normal tissues samples was extracted to detect the PON1 mRNA relative expression level. The ser-
um PONI1 protein level in the patients with hepatocellular carcinoma and healthy person was detected by
ELISA. The human hepatocellular cancer cell line PLC and Huh7 were cultured. PL.LC and Huh7 cells conduc-
ted the transfection,then the cells were divided into the control group and transfection group (transfecting si-
PONI1 small interfering RNA to conduct the gene silencing experiment). The transfection efficiency was veri-
fied by real time fluorescence quantification PCR and ELISA. The CCK-8 assay was used to detect the change
of liver cancer cells proliferation ability after transfection,and the clone formation assay was used to detect the
ability of cells forming clone. The cell cycle was detected by flow cytometry. The AMPK signaling pathway re-
lated protein change was detected by Western blot. Results The PON1 mRNA relative expression level in
hepatocellular carcinoma tissues was lower than that in paracancerous tissues. The serum PONI1 protein level
in the patients with hepatocellular carcinoma was lower than that in healthy people (P <C0. 05). Compared
with the control group,the PONI relative expression level and PONI1 protein level in the transfection group
were decreased (P <T0. 05), the cellular proliferation ability was significantly enhanced (P <C0. 05), the cell

clone forming rate was significantly increased (P<C0. 05),the proportion of S stage cells was significantly in-
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creased (P <C0. 05), the p-AMPK expression level was significantly decreased, and the p-mTOR expression

level was significantly increased. Conclusion The PONI expression regulates the activization of AMPK signa-

ling pathway and inhibits the proliferation of hepatocellular carcinoma cells.
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