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its effect on expression of inflammation factors in LPS-induced RAW264.7 cells,as well as on the proliferation and
apoptosis of RAW264. 7 cells. Methods The NUP8S5 gene was amplified by PCR to construct pcDNA3. 1-3 x Flag-
c-NUP85 eukaryotic expression plasmid. The pcDNA3. 1-3 X Flag-c vector was divided with enzymes. The purified
PCR product was ligated with the vector,and the ligated product was transformed into bacterial competent cells. Af-
ter identification by enzyme digestion, sequencing and analysis were performed. Then, it was transfected into
RAW264.7 cells,and the blank plasmid without NUP85 gene was set as the control group. The effect on cell prolif-
eration and apoptosis were detected by CCK-8 assay and flow cytometry, and the expression of inflammatory cyto-
kines such as tumor necrosis factor-a (TNF-a) and interleukin-6 (IL-6) in LPS-induced RAW264. 7 cells was de-
tected by Western blot and ELISA. Results
pcDNA3. 1-3 x Flag-c-NUP85 eukaryotic expression plasmid was successfully constructed and expressed. The results

Enzyme digestion identification and Western blot results showed that

of CCK-8 assay showed that the cell survival rate of NUP85 overexpression group was significantly lower than that of
control group after 24 h[ (0.55 £0.03) vs (0.67 £0.05) ,F =30.98,P <0.05]. The results of flow cytometry
showed that the cell apoptosis rate of NUP85 overexpression group was higher than that of control group[ (15.78 +
1.05)% vs (13.40+0.47)% ,F =75.38,P <0.05]. The results of Western blot and ELISA showed that after
transfection of pcDNA3. 1-3 x Flag-c-NUP85 , the expression of TNF-a and 1L-6 in RAW264. 7 cells were higher
than those in the control group,with statistical significance (P <0. 05). Conclusion NUP85 can inhibit the prolif-
eration and promote apoptosis in LPS-stimulated RAW264. 7 cells,and NUP85 can promote the expression of in-
flammatory cytokines 1L-6 and TNF-a in LPS-stimulated RAW264. 7 cells.
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Expression and significance of e[F2B1 in hepatocellular carcinoma
Qi Wenyue',Zhou Dachen® ,Zhang Zhenhua' ,Xia Guomei' ,Chen Wei*,Zou Guizhou'
(' Dept of Hepatology,’ Dept of Hepatobiliary Surgery ,the Second Affiliated Hospital of
Anhui Medical University ,Hefer 230601 )

Abstract Objective To investigate the expression of eukaryotic translation initiation factor 2B1(elF2B1) in HCC
and its correlation with clinical prognosis. Methods Through the follow-up of the clinical data of 743 hepatocellular
carcinoma patients in the specimen bank,91 HBV-related liver cancer patients with complete follow-up information
were screened out,and their postoperative tumor tissues were selected. Meanwhile, the adjacent tumor tissues with a
distance of more than 2 e¢m from the tumor margin were collected to make tissue chips. Western blot and immunohis-
tochemical experiments were performed. Image J was used to analyze the proportion of positive cells stained by tissue
chip and the gray value of Western blot results. Clinical data and follow-up data of included patients were statistical-
ly analyzed by R4. 0.5 software. Results Immunohistochemical results suggested that elF2B1 was more strongly
expressed in HCC than in para-cancerous tissues. Western blot results showed that elF2B1 was more strongly ex-
pressed in HepG2. 2. 15 cells than in HepG2 cells. The expression of elF2B1 in HCC tissues was correlated with
tumor number (P <0.05). Cox multivariate regression analysis showed that the expression of elF2B1 was an inde-
pendent risk factor for the overall clinical prognosis of HBV-DNA positive patients (HR =4.28,P =0.018). Con-
clusion  The expression of elF2B1 is significantly enhanced in HBV-associated HCC tissues and is significantly
associated with overall survival in HBV DNA positive patients.

Key words hepatocellular carcinoma; HBV ;elF2B1 ;elF2a ; protein translation ; prognosis



