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Apoptosis in HepG2 cells induced by Pteris semipinnata extract 5F
involves p53 activation and VEGF inhibition
L1Li*, LU Yingnian',LIU Yi', WU Kefeng', CHEN George G, L IANG Nian-ci'*®
(1 Guangdong Key L aboratory for Research and Development of Natural Drugs, Guangdong Medical College,
Zhanjiang 524023, China; 2. Department of Surgery, Prince of Wales Hospital , The Chinese University
of Hong Kong, Hong Kong, China; 3. Institute of Biochemistry and Molecular Biology ,
Guangdong Medical College, Zhanjiang 524023, China)

Abgract : Objective  To observe the effect of Pteris semipinnata extract , ent-11-hydroxy-150xo-
kaur-16-en-19-oic-acid (5F) , on human hepatoma Hep G2 cell s about the proliferation and to investigate the
role of p53, VEGF, and Cagpase-3 in 5Finduced Hep G2 cell apoptosis. Methods M TT Assay was used
to determine the effect of 5F on proliferation of Hep G2 cells, and cytoplasmic mono- and oligonucleosomes
of Hep G2 cellstreated with 5F was assessed with Cell Death Detection EL ISA Kit for determining whether
5F can induce apoptosis. Apoptotic nuclear morphology was assessed using Hoechst/ Pl assay. The effect
on the expresson level s of p53 and V EGF proteinin Hep G2 cell s was detected by Western blotting analy-
ss, and Caspase 3 activity was measured by a Caspase-3 Colorimetric Assay Kit. Results The cytotoxicity
of 5F on Hep G2 cells was elevated with 5F concentration increasng. Cytoplasmic mono- and oligonucleo-
somes were induced by 5F in Hep G cells, and the induction was in a concentration-dependent manner.
After treatment with 5F, the apoptotic change such as chromatin condensation was confirmed by Hoechst/
Pl staining. The level of p53 in nucleus was significantly elevated in Hep G2 cells after 5F treatment , but
the level of V EGF in cytosol was decreased. Moreover , the activity of Caspase-3 increased in a concentra
tion-dependent manner. Conclusion 5F mediated apoptosisinvolves p53 and Caspase-3 activation, V EGF
down regulation in Hep G2 cells. 5F might have a therapeutic val ue against human cancer cell lines and es-
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pecially on hepatocellular carcinoma (HCC) cells.
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Invitro introduction of recombinant trichosanthin on demethylation of p27 in HelLa cels

YOU Cheng-cheng' , HUANGLi-ming’, HAN Yu', WANG Yarrlin', HUANG Yi-ling’
(1 Institute of Molecular Biology , Three Gorges University, Yichang 443002, China; 2. Department of Pathology,
Medical College of Three Gorges University, Yichang 443002, China)

Abdgtract : Objective  To investigate the effects of recombinant trichosanthin (r TCS) on methylation
status and expresson level of p27 genein HelLa cells. Methods Hela cells was treated by different con-
centration (200 g/ mL , 40J g/ mL , and 80M g/ mL) of rTCSfor 48 h and then methylation specific poly-
merase chain reaction (M SP) was used to detect the promoter methylation statusof the p27 gene, rea-time
PCR was used to detect levelsof p27 and DNM T1 mRNA , and Western blotting assay was used to detect
expresson level of p27 protein before and after treatment with rTCS. Results Low expresson level and
promoter methylation status of the p27 gene were detected in HelLacells. Treatment with 40U ¢/ mL rTCS
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