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Apoptosis Inducing Effect of Hechanpian on Human Lung Adenocarcinoma A549 Cells XIONG Shao-quan,
ZHOU Dai-han, and LIN Li-zhu Depariment of Oncology, the First Affiliated Hospital of Guangzhou University of Chinese
Medcine, Guangzhou (510405)

ABSTRACT Objective To study the apoptosis inducing effects of Hechanpian (HCP) on human lung ade-
nocarcinoma A549 cells. Methods HCP containing rat serum was prepared and applied on A549 cells. The cell
growth inhibition rate was tested by MTT assay; the effect of HCP on cell apoptosis was observed with Propidium
iodide (Pl) staining and flow cytometry analysis; the mRNA expression of epidermal growth factor receptor (EG-
FR) was detected through RT-PCR. Results The growth of A549 cells was obviously inhibited after being treated
by HCP containing serum, and the cells presented an apoptotic change. The cell apoptosis rate after treated by
serum containing 10% and 20% HCP was 20. 5% and 33. 2%, respectively, significantly higher than that in the
control (6. 1% in cells didn’t treated with HCP, P <0. 05). Compared with control, EGFR mRNA expression in
HCP treated cells was significantly lower ( P <0.05). Conclusion HCP has apoptosis inducing effect on A549
cell, and its molecular mechanism is probably correlated with the inhibition of EGFR gene transcription.
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