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Expression and effect of EMP1 on cell biology in liver carcinoma

SUN Guo-gui', ZHANG Jie', LIUQing*, YANG Cong-rong® . ZHANG Jun®
1. Tangshan People’s Haospital , Tangshan 063000, P. R. China
2. Department of Radiotherapy ,Fourth Hospital of Hebei Medical University ,Shijiazhuang 050017, P. R, China

[ABSTRACT] OBJECTIVE To analyze the expression of epithelial membrane protein-1 (EMP1) in liver carcinoma and
the biological effect in its cell line by EMP1 overexpression. METHODS  Immunochistochemistry and western blot were
used to analyze EMP1 protein expression in 65 cases of liver cancer and 35 cases of paraneoplastic tissues collected from
our hospital before December 30,2012, The relationship between EMP1 expression and clinical factors was studied. EMP]
lentiviral vector and empty vector were respectively transfected into liver cancer HepG2 cell line, Quantitative real-time
RT-PCR (qRT-PCR) and western blot were used to detect the mRNA level and protein of EMP1, MTT assay,cell apop-
tosis and invasion assays were also conducted to observe the biological influence of the up-regulated expression ol EMP1
which might be found on HepG2 cell, RESULTS Immunochistochemistry: The level of EMPI protein expression was found
to be significantly lower in liver cancer tissue (32, 3% ,21/65) than that in paraneoplastic tissues (85, 7% »30/35.y" =
26. 118, P<Z0. 001). Western blot: The relative amount of EMP1 protein in liver cancer tissue (0. 257+0, 022) was found
to be significantly lower than that in paraneoplastic tissues (0, 863 £ 0, 086.t=11, 824, P=_0, 001). The level of EMP1
protein expression was not correlated with gender,age, T stages and pathological types (P =0, 05), but it was correlated
with lymph node metastasis, clinic stage, histological grade and blood metastasis ( P<Z0, 05), The results of biological
function shown that HepG2 cell transfected EMP] had a lower survival fraction, higher call apoptosis, and significant de-
crease in migration and invasion, and higher Caspase-9 and lower VEGFC protein expression compared with HepGZ cell
untransfected EMP1 (P<20.05). CONCLUSION EMPI] expression decreased in liver cancer, suggesting that EMP1 may

play important roles as negative regulator to liver cancer HepG2 cell by promoting degradation of Caspase- 9. VEGFC.
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