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cancer tissues and cells,to evaluate its significance for hypoxia tolerance in lung cancer and to explore its mecha—
nism of apoptosis of lung cancer. Methods Data of 20 patients with hypoxic lung cancer and normoxia lung cancer
tissue microarray were downloaded through the GEO database , GCBI was used to screen the differential genes for GO
and KEGG pathway analysis. In vitro culture of A549 cells was cultured and transfected with siGEB1 for knock
down or GBEI for overexpression. After hypoxia treatment, cell viability was analyzed using MTT assay. Western

The data from 20

cases of lung cancer specimens showed that 206 genes displayed differences, and the GBE1 was the most signifi—

blot and real4ime PCR were used to detect the expression of apoptosis—related genes. Results

cant,GO and KEGG pathway analysis found that the differential gene involved in cell cycle, cell metabolism and
other multiple access. The expression of GBE1 in A549 cells after hypoxia treatment was significantly increased,
and GBE1 could significantly enhance the expression of apoptosis—related genes in A549 cells after hypoxia treat—
ment. Over-expression of GBEI could inhibit the expression of apoptosis—related genes. Conclusion GBE1 may be
a potential marker of hypoxia tolerance in lung cancer, this study provide a reference for further study of hypoxia tol—
erance mechanism of lung cancer.
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Expression of FAM96B in gastric carcinoma and its effect

on proliferation and apoptosis of gastric cancer cells
Ye Jiaxin, Wang Shijie, Ma Dandan, et al
( Dept of General Surgery, Wuhan General Hospital of Chinese People’ s Liberation Army, Wuhan 430070)

Abstract Objective To investigate the expression of family with sequence similarity 96, member B ( FAM96B)

in 80 cases of gastric cancer and explore the correlation between FAM96B expression and its clinical biological
characteristics of gastric cancer. Then to evaluate the proliferation and apoptosis effect of FAM96B overxpression on
human gastric carcinoma cell line SGC7901. Methods Western blot was employed to detect FAM96B expression
in 80 cases of gastric cancer tissues and its adjacent normal tissues. Furthermore, the correlation between FAM96B
expression levels and clinicopathological characteristics of ganstric cancer was analyzed. Moreover, the recombinant
plasmid of pcDNA3. 1-myc+AMI96B containing the whole sequence of human FAM96B gene was constructed and
transfected into SGC7901 cells. MTT essay was used to evaluate the proliferation of transfected cells, and apoptosis
was detected by flow cytometry. Results Western blot results showed that FAM96B protein expression levels was
significantly higher in the adjacent normal tissues than in gastric cancer tissues (¢ =25.218, P <0.05) . And the
FAM96B protein expression was tightly correlated with depth of infiltration, lymph nodes metastasis, distant metas—
tasis and TNM stage ( P <0. 05) , but not with gender, age, tumor size. The MTT assay showed that the a value in
FAM96B overexpression group was significantly lower than in control group ( P <0.05) . FACS analysis indicated
that the cell apoptotic rate was increased in FAM96B group than in the control group( ¢ = 85.585,P <0.05) .

Conclusion The FAM96B protein expression is significantly decreased in gastric cancer tissues as compared with
its adjacent normal tissues. In addition, FAM96B may be a good biomarker to evaluate the development, invasion
and metastasis of gastric cancer. Overexpression of FAM96B can inhibit the proliferation and induce the apoptosis
of SGC7901 cells.

Key words family with sequence similarity 96, member B; gastric cancer; expression; proliferation; apoptosis;

invasion and metastasis



