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Effect of Chinese Herbal Compound Drug Serum on the Expression of FADD and MCL -1 Gene in Ovarian Cancer Cell Line SKOV3.
Wang Xiyue,Han Fengjuan,Yu Yan, Wu Xiaoke, Hou Lihui. Obstetrics and Gynecology Department of No. I Hospital Affiliated to Hei-
longjiang University of Traditional Chinese Medicine ,Heilongjiang 150040 , China

Abstract Objective To study the effect of the FADD and MCL -1 gene in apoptosis of human ovarian cancer cell line SKOV3 in-
duced by Lichongshengsui drink with the ¢cDNA chip technique. Methods Wistar rats were divided into two group randomly and treated
with drugs, then the drug serum samples were prepared. mRNA of tumor cells in physiological saline group and Lichongshengsui drink
group were extracted. DNA probe was prepared and marked with two kinds of fluorescent dyes:Cy3 and Cy5,respectively, hybridized with
human apoptosis oligonucleotide microarray, then the differentially expressed genes were obtained after scanning and analysis. Results
Sixty — six differentially expressed genes were screened out, including 20 kinds of up regulation genes and 46 kinds of down regulation
genes. Conclusion Lichongshengsui drink can inhibit cell proliferation and induce the apoptosis of ovarian cancer cell line SKOV3 , which
may be related to up — regulation FADD gene and down — regulation MCL - 1 gene.

Key words Lichongshengsui drink ; Drug serum ; Apoptotic ; Ovarian cancer; DNA chip; SKOV3
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