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ABSTRACT Objective: To investigate the effect of histone lysine methyltransferase 6 (KMT6) on metastasis of hepatocellular
carcinoma (HCC) cells and prognosis of HCC patients. Methods: In this study, RNA interference was utilized to transiently downregulate
the expression of KMT6 in Huh-7 cells. KMT6 siRNA was then used to investigate the effect of KMT6 on metastasis including adhesion,
invasion and migration potentials in Huh-7. Oncomine database and cBioportal database were used to analyze the expression level of
KMT6 and its effect on the prognosis of HCC. Results: The expression level of KMT6 protein in Huh-7 cells was significantly decreased
after transient transfection of KMT6 siRNA compared to those transfected with the negative control siRNA. The numbers of attached
cells, invaded cells and wound closure rate were significantly decreased in KMT6 siRNA transfected Huh-7 cells compared to those
transfected with the negative control siRNA (P<0.05). Oncomine database showed that KMT6 expression is increased in HCC tissues.
cBioportal database showed that KMT6 gene alteration correlates with poor prognosis of HCC patients. Conclusion: KMT6 can promote
adhesion, invasion and migration of HCC cells. KMT6 gene alteration is significantly associated with poor prognosis in HCC patients.
KMT6 may be a novel target for HCC treatment.
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Fig.1 KMT6 siRNA reduced the KMT6 expression in Huh-7 cells
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Fig.2 Effect of KMT6 siRNA on the adhesion potential of Huh-7 cells
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Fig.3 Effect of KMT6 siRNA on the invasion potential of Huh-7 cells
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