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The clinicopathological study of receptor-interacting protein kinase-1(ripl)
on liver cancer and its effect on cell invasion and migration
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Abstract: This study is aimed to investigate the expression of receptor-interacting protein kinase-1( RIP1) in hepa-
tocellular carcinoma and its relationship with histopathology, and to explore its effect on the invasion and migration of hepa-
toma cells. Tumor tissues and paracancerous tissues were collected; the expression of RIP1 in the hepatocellular carcinoma
cell line was screened and the cell line with the highest expression of RIP1 was collected for subsequencing experiments.
The RIP1 gene was inhibited and normal control group was set. Western blotting and RT-PCR were used to detect the ex-
pression of RIP1. Tranwell was used to observe the invasive ability of the cells. Cell migration was observed in cell scrat-
ches. Of the 48 patients with liver cancer, 22 were stained, and the positive rate of staining was 45.83% . Of these, 15
were strongly positive, 7 were moderately and weakly positive, and 6 were relapsed. The expression of RIP1 in hepatocellu-
lar carcinoma was significantly higher than that in paracancerous tissue( P<0.05). Total survival rate and relapse-free sur-
vival rate in patients with high expression of RIP1 was significantly higher than that in patients with low expression of RIP1
(P<0.05). After inhibiting RIP1 gene, its relative expression, cell invasion and migration ability were all decreased ( P<
0.05). RIPI is high expressed in liver cancer and it may participate in the invasion and migration of liver cancer cells.
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