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Gambogic acid regulates GFI-1 expression in K562 cells and its effects on cell proliferation and apoptosis L/U Xiao-
gian, LI Yi, GUO Jia-li, WU Tao', ZHANG Su-jie' , Xu Chao-ping’, WU Zhi-jing, CHANG Wei**. School of Medicine,
Wuhan University of Science and Technology, Wuhan 430065 , China

Abstract Objective: To investigate the effect of gambogic acid on proliferation and apoptosis of leukemic K562 cells
and its possible mechanism. Methods: K562 cells were cultured in vitro, and the proliferation rate of K562 cells after treat-
ment with different concentrations of gambogic acid (0, 0.2, 0.4, 0.8, 1.2, 2.0 pmol/L) for 24, 48, and 72 h was deter-
mined by CCK-8 method. Flow cytometry was used to detect the apoptosis and cycle death of K562 cells. K562 cells were
treated by different methods, and mRNA and protein expression levels of independent growth factor 1 ( GFI-1) were detected
by real-time fluorescence quantitative polymerase chain reaction (RT-qPCR) and Western blotting respectively. Results The
proliferation of K562 cells was inhibited by gambogic acid in a dose-dependent and time-dependent manner. After treatment
with 0.4 pmol/L gambogic acid for 24 h, the apoptosis rate of K562 cells increased. The GFI-1 mRNA expression was not
significantly affected by gambogic acid, but the GFI-1 protein expression was down-regulated by gambogic acid. GFI-1 pro-
tein level in K562 cells treated with gambogic acid + proteasome inhibitor was increased as compared with that in the gam-
bogic acid group, and GFI-1 protein level in K562 cells treated with gambogic acid + chloroquine showed no significantly
different from that in the gambogic acid group. Conclusion: Gambogic acid can effectively inhibit the proliferation of K562
cells and induce cell apoptosis; Gambogic acid can induce arrest of K562 cells at GO/G1 phase and S phase; Gambogic acid
promotes the degradation of GFI-1 protein by the proteasome pathway.

Keywords Gambogic acid; K562 cells; Cell proliferation; Cell apoptosis; Proteasome pathway; GFI-1
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