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By TGF - bl Induced Human Gastric Cancer SGC -7901 Cells Establish EMT Model.  Liang Wei, Sun Wenguang, Jiang Jiajia, et al.
First Affiliated Hospital of Harbin Medical University Clinical Nuirition, Heilongjiang 150001 , China

Abstract Objective By using TGF - 1 induced human gastric cancer SGC — 7901 cells which occurs epithelial — mesenchymal
transformation and establish the model of the epithelial — mesenchymal transition (EMT). Methods Using the different concentrations of
TGF - B1 effect on SGC — 7901 cells for 24h, observing the morphological changes, using CCK8, migration assay, cell invasion assay and
Western blot techniques to test TGF — B1 on SGC - 7901 cell’s capacity of proliferation, migration, and invasion. Results After induc-
tion by 10ng/mL TGF - B1 in 24h, the majority of cells turned to fusiform cell, cell borders disappeared, the gap between cells had sig-
nificantly increasing. After impact of different concentrations of TGF - B1 on SGC - 7901 cells in 24h, SGC - 7901 cells OD values
checked by CCK -8 assay showed that the inhibition of SGC - 7901 growth rate didn't increase or decrease. In the experiments of chec-
king cell migration capacity by the vitro scratch test, the group spacing were: 94.67 £3.06, 87.00 £3.61, 68.67 +7.77 and 91.00 +
3.00 (units pixels), a large number of cell of 10ng/ml group migrated to the scratch area, scratch spacing was significantly smaller (P <
0.05). Transwell chamber invasion assay results; 0, 5, 10, 20ng/ml group, the corresponding number of cell invasion were 152.00 +
5.29, 169.00 £6.00, 299.33 +10.50 and 176. 00 +11. 27, and the 10ng/ml group’s number of cells increased significantly ( P <
0.05). Quantitative of Western blot analysis showed that: after different concentrations (0,5,10,20ng/ml) of TGF - g1 induce SGC -
7901 cells 24h, E — cadherin protein gray value measurements: 0,5,10,20ng/ml groups were 0.95 + 0.02,0.91 + 0.04,0.62 = 0.05
and 0.75 + 0.32,10ng/ml group’s gray values significantly decreased (P <0.05); Vimentin protein gray value measurements showd

that 0,5,10, 20ng/ml group were 1. 18 £0.03,1.33 £0.02,1.57 £0.05 and 1.19 + 0.07, 10ng/ml group’s gray values increased sig-
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nificantly (P <0.05). Conclusion

Cells SGC - 7901 inducted by 10ng/ml TGF — B1 in 24h, occurs EMT significantly. This study

demonstrates that; using human gastric carcinoma cell line SGC - 7901 induced by 10ng/ml TGF - g1 in 24h, EMT model can be suc-

cessfully established.
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Study on the Genotypes and Sequence Characteristics of Hanta Virus. Sheng Xin, Chen Suhong,Lan Yinghua,Chen Guolin,Guo Wei,
Wang Kaili,Li Yongguo. The First Affiliated Hospital of Harbin Medical University, Department of Infectious Diseases , Heilongjiang 150001 ,
China

Abstract Objective To study the genotypes and sequence characteristics of hantavirus carried by patients of HFRS in Heilongjiang
province. Methods Whole blood from 60 patients with the clinical diagnosis of HFRS was collected. All cases were tested with gold
standard assay,40 cases of which were positive,20 cases negative. Then the Hantaviruses RNA from the blood clots were extracted. Geno-
typing Hantaviruses in Heilongjiang was Analyzed using RT - Nest — PCR and gene sequencing. The universal primers of hantavirus M
gene (MOF,MOR) and the M gene — specific primers of HTNV and SEOV ( HTNMF, HTNMR; SEOMF,SEOMR ) were designed and
uesed in Nest — PCR. All products were collected and completed sequencing. A nucleotide homology analysis was done on the gene se-
quence and the other HV sequence, and phylogenetic tree of M gene was builf. Results Totally 19 cases of HFRS antibody positive and
1case of HFRS antibody negative were amplified by HTN genotype specific primes successfully. 1 case of HFRS antibody negative was am-
plified by SEO genotype specific primers. Generally, the hantavirus strains were mainly HTN and SEO genotype in Heilongjiang province,
and HTN genotype mostly. The results of homology analysis of nucleotides and amino acid and the Phylogenetic tree indicated that the vi-
rus strains in Heilongjiang province were highly homogenous. Compared to the strains in the GenBank of other area,the HTN and the strain

76 — 118 were high homology, and so were the SEO and Z37. Conclusion Most HV infections in Heilongjiang Province were caused by
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