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Influence of RNAi inhibiting JMJD3 gene expression on growth, proliferation and invasion of hepatocellular carcinoma cells
ZHANG Peipei
(Department o f Clinical Laboratory s Tianjin Municipal Children’s Hospital s Tianjin 300134 ,China)

Abstract: Objective To study the influence of small interfering RNA(siRNA) inhibiting Jumonji— containing JM]JD3 gene on
growth, proliferation and invasion of hepatocellular carcinoma cells. Methods JMJD3 was silenced by RNA interference ( siR-
JMJD3) ,non-specificity sequence pSilercer 2. 1 was transfected into liver cancer cells QGY 7703 and HepG2 cells as the negative
control. MTT assay,colony formation and Transwell invasion assays were used to detect the cell growth, proliferation and invasion
ability of hepatocellular carcinoma cells. Results The Western Blot detection results showed that the siR-JM]JD3 plasmid transfect-
ed experiment group successfully inhibited the JMJD3 protein expression level in liver cancer cells. The MTT results showed that
after transfecting siR-JMJD3, the growth activity of QGY-7703 and HepG2 were decreased by 25% or 17% compared with the con-
trol group,. The colony formation results showed that in the colony formation number of two cell lines were decreased by 31% and
25% respectively. The Transwell invasion test results indicated that transmembrane cells number was decreased by 44 % and 47 %
respectively. Conclusion Using siRNA technique can effectively inhibit JMJD3 gene expression, meanwhile effectively inhibits the
in vitro growth, proliferation and invasion of liver cancer cells QGY-7703 and HepG2 and provides a new thinking for the biological
therapy of liver cancer.
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