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Changes in Gene Expression Profiles of Gastric Carcinoma after
Treatment of Compound Qinglongyi Capsule

XU Qing-rui' , ZHANG Shu-ming', ZHANG Jun-wei' , XU Chen® , WANG Wei-ming'"
(1. Heilongjiang Academy of Traditional Chinese Medicine, Haerbin 150036, China;
2. School of Life Sciences, Nanjing University, Nanjing 210093, China)

[ Abstract| Objective:To study the changes in gene expression profiles of gastric carcinoma after treatment
of Compound Qinglongyi Capsule and the potential mechanism of it. Method : MTT assay was used to observe the
effect of Compound Qinglongyi Capsule at doses of 0.8 x10 7 1 x107°,1.2x10 7, 1.4 x10"", 1.6 x10 *g. L'
accordingly on proliferation of SGC-7901 cells. The gene expression spectra were tested by gene chip technique,
and the databases were analyzed by gene set analysis. Result; MTT results showed that after treated with different
doses for 24 h, Compound Qinglongyi Capsule could obviously inhibit the proliferation of SGC-7901 cells in a dose-
dependent manner. Compared with the untreated group, expressions of 78 genes were changed, among them 23
gene expression up-regulated, and 55 gene expression down-regulated. Conclusion: Cell proliferation in the
carcinoma cell line SGC-7901 can be inhibited effectively by Compound Qinglongyi Capsule.
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