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Effect of Compound Chinese Drug Bailong on the Expression of Tumor Suppressor Genes and Relationship with
Prekallikrein Activator Signal Pathway in Human Gastric Carcinoma BGC82Z-3 Cell Line Liu Jun, Liu Huitu,
Liang Yunyan, et al. Department of Cell Biologyv, Medical University, Beijing Institute for Cancer Research
(100034 )

Objective; To study the effect of compound Chinese drug Bailong on the transcription of Cyelin Dependent
Kinase Inhibitor {(CKI} pl6!™"%2 121 and Rb, c-myc genes, and the relationship between gene expression and
cAMP-PKA pathway. Metheds; Using the traditional molecular biclogy methods ( cell synchronization,

Western blotting, Northern blotting, etc.) examine the gene expression. Results;
SINI{-H

molecular hybridization
Bailong promoted the expression { both mRNA and protein) of pl obvicusly in Gy phase cells. When
prekallikrein (PKA) inhibitor was added in the cells which were treated by Bailong, the mRNA and protein
level of pl6T4e decreased. It was shown that the inhibited proliferation of BGC82-3 cell by Bailong may come
from the enhanced p167F* gene expression in G, phase. Being same as pl67%%% tumor suppressor genes Rb,
p2l and oncogene c-myc expression were all affected by Bailong. When PKA inhibitor was added, the results
were reversed. Conclusion: Bailong can affect many anticancer genes (including pl6™"*, p21 and Rb genes)
and oncogenes (including c-myc) transeription by regulating cAMP-PKA pathway.
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