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Experimental study on gambogic acid induced gastric cancer cell apoptosis
and anti tumor metastasis

HUANG Karfei
(Drug R & D Center, Xiamen M edicine Research Institute, Xiamen 361003, China)

Abstract: Objective

To investigate the inhibition of gambogic acid on proliferation and metastasis

ability of BGCG-803 cells and to study their preliminary mechanism further. Methods Methyl thiazolyl
tetrazolium (MTT) and Hoechst staining were used to study the effects of gambogic acid-induced apoptosis

in gastric cancer cell line BGG803; Invasive methods were used to study the effects of invasion, adhesion,

migration by gambogic acid; T he influence of gambogic acid on the expression of bek2, bax, and ICAM-1

gene In gastric cancer cells was evaluated by RT-PCR and Westerrr blotting. Results Gambogic acid was

found not only to inhibit the growth of BGC-803 cells but also to induce the cell apoptosis in a dose and

time dependent manner. The ability of adhesion, migration, and invasiveness was clearly inhibited by

gambogic acid. With the increase of gambogic acid concentration, the expression of bek2, ICAM-1 gene,

and protein were dowrregulated and the expression of bax gene and protein were up-regulated. Conclusion

Gambogic acid could inhibit the growth of gastric cancer cells BGC-803 significantly, have a significant role
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in promoting tumor cell apoptosis, and inhibit tumor cell metastasis associated properties. The mechanism
may be related to decrease of bel-2, ICAM-1 expression and increase bax expression.

Key words: gambogic acid; tumor; invasion; apoptosis; metastasis
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Acceleration of chrysin on apoptosis of hepatoma cell lines HepG2 induced by TNF-a
LI Xin', WANG Jiarning’, XIONG Xtkun', CHEN Meifen', GU Metying',
YANG Yingl, WANG Feng‘yanl, YANG Xing‘fenl, HUANG ,]urrmingl
(1 Institute of Toxicology, Center for Disease Control and Prevention of Guangdong Province, Guangzhou 510300, China;
2. Oral and M axillofacial Surgery, Guanghua School of Stomatology, Hospital of Stomatology,
Sun Y at sen University, Guangzhou 510055, China)

Abstract: Objective T o research whether chrysin can sensitize the cell death of hepatoma ( HepG?2)
cell lines induced by TNF-a and explore the molecular mechanism of this sensitization. Methods HepG2
Cells were pretreated with designed dose of chrysin (10, 20, and 40 Hmol/L) for 2 h, then followed
TNF-a (10 ng/mL) for 24 h, the morphologic changes were observed under inversed microscope and the

percentage of sub-G1 was measured using flow cytometry, the proprotein and cleavage of caspase 3,
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