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GYSI1 promotes hepatocellular carcinoma progression by activating the NF-kB pathway

WANG Jinwei, ZHANG Liping, HU Shifu, HUANG Tao, LIU Hanbo

(Department of General Surgery, Tianjin Xiqing Hospital, Tianjin 300380, China )

Abstract Objective: To investigate the role of glycogen synthasel (GYS1) in the process of disease progression in hepatocellular car—
cinoma(HCC ). Methods: Differential expression of GYSI in tumor and paracancerous tissues was analyzed based on GEPIA database.
A total of clinical samples of primary HCC were obtained from Xiqing Hospital in Tianjin. RT-PCR , Western blotting and immunohisto—
chemistry were used to verify the expression difference of GYS1 gene in tumor and paracancer tissues. For HCC lines, overexpression of
GYS1 plasmid and siRNA were transfected,and CCK8, EDU and scratch assay were used to verify the changes in the proliferation and
migration ability of HCC after overexpression or knockdown of GYS1. Western blotting was used to verify the changes of nuclear factor
(NF)-kB pathway after overexpression or knockdown of GYSI. Results: Compared with paraneoplastic tissues, GYS1 expression was
significantly upregulated in HCC tissues( #=30.23, P<0.001). Compared with normal hepatocytes, GYS1 was significantly overexpressed
in tumor cell lines( F=287.35, P<0.001 ). Database—based analysis showed that patients with hepatocellular carcinoma overexpressing
GYSI had a poorer prognosis(P<0.05). Overexpression of GYS1 promoted the proliferation(F=58.67,P<0.01) and migration( F=67.34,
P<0.01) of HCC cells in vitro, whereas knockdown of GYS1 inhibited the proliferation ( F=66.32,P<0.01 )and migration ( F=79.24,
P<0.01) of HCC cells.RT-PCR and Western blotting results confirmed that overexpression of GYS1 activated the NF—«B pathway,
whereas knockdown of GYSI inhibited the NF-«B pathway. Conclusion: The expression of GYS1 in HCC tissues is significantly in—
creased, and overexpression of GYS1 can promote the malignant progression of HCC by activating the NF-kB pathway.
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Fig.1 Significantly upregulated expression of GYS1 in HCC tissue and associated with poor prognosis
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