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significantly decreased blood viscosity and plasma viscosity (P <C0. 05 or P<C0. 01), and significantly

down-regulated protein expression of p-RhoA and PAI-1 (P<C0. 01). Conclusion

TSD is effective in the

treatment of postpartum BSS, which is related to the down-regulation of p-RhoA and PAI-1 in the

Rho/ROCK pathway.
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Gambogenic Acid Induces Apoptosis of Human Colon Cancer HCTI116 Cells

through Endoplasmic Reticulum Stress

DAI Ting-ting, CHENG Hui, SU Jing-jing , LI Qing-lin

(Key Laboratory of Xin'an Medicine Jointly Supported by Ministry of Education and Anhui Province
& Experimental Research Center s Anhui University o f Chinese Medicine , Anhui He fei 230038, China)
[ Abstract] Objective To investigate the mechanism by which gambogenic acid (GNA) induces the apopto-
sis of human colon cancer HCT116 cells. Methods Experimental HCT116 cells were treated with 2. 5,
5.0, and 7.5 pmol/LL GNA for 24 h, while control HCT116 cells were treated with 2.5, 5.0, and 7.5
pmol/L GNA plus 5 pmol/L endoplasmic reticulum stress (ERS) inhibitor 4-phenylbutyric acid (4-PBA)
for 24 h. The cellular proliferation inhibition rate was measured by methyl thiazolyl tetrazolium assay; the
morphological changes of HCT116 cells were observed by acridine orange (AQ)/ethidium bromide (EB)
staining under a fluorescence microscope; the cell apoptosis rate was determined by flow cytometry with
annexin V-fluorescein isothiocyanate (FITC)/propidium iodide (PI) double staining. Results The ERS
inhibitor 4-PBA reduced the inhibitory effect of GNA on the proliferation of HCT116 cells. The AO/EB
staining indicated the characteristics of apoptosis in GNA-treated HCT116 cells under the fluorescence mi-
croscope. The flow cytometry with annexin V-FITC/PI double staining showed that 4-PBA reduced the
apoptosis rate of GNA-treated HCT116 cells. Conclusion GNA can inhibit proliferation and induce apop-
tosis in HCT116 cells, and it might induce cell apoptosis through ERS.
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