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Effects of extractum trametes robiniphila murr on proliferation, apoptosis and related genes expressions of lung cancer cells”
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Abstract; Objective To investigate the mechanism involved in the antitumor effects of Huaier. Methods The carboxyl fluores-
cein diacetate succinimide ester(CFSE) labeling method and Annexin V-FITC/PI double-staining were used to identify the effects of
Huaier on A549 cells. The western blot was used to detect the protein levels of EZHZ2,B-catenin and bel-2 after Huaier treatment in
A549 cells. Results The CFSE labeling and Annexin V-FITC/PI double-staining results indicated that huaier suppressed prolifera-
tion and induced apoptosis of A549 cells by time and concentration dependent pattern. Western bloting result found that Huaier
treatment down regulated EZH2, B-catenin and bcl-2 protein levels in A549 cells compared with untreated cells. Conclusion Huaier
might suppress proliferation and induce apoptosis in lung cancer by EZH2-mediated approach in lung cancer cells, which provides a
new idea for understanding the anti-tumor effects of Huaier.
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