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Effects of curcumin on solid tumor and acute myeloid leukemic cells
LI Hong-yuan, CHE Yi, TANG Weixue (Department of General Surgery. Frst Affiliated Hospital, Chorgqing University of Medical

Sciences Chongqing 400016, China)

Abstract: Objective To investigate the effects of carcumin on the pwliferation, cell cycle distribution, and ap-
optosis of the acute myeloid leukemic cell line HL-60 and the hepatocarcinoma cell line QGY. Methods MTT method

was used to detect the biological activities of curcumin at different concentrations and at different time. The cell cycle

distibution was analyzed by flow cytometry, and changes of the cellular ultrastucture were observed by electronic mi-
coscopy. Results Curcumin could inhabit the growth of HL-60 and QGY in dose- and time-dependent mamers. IC50
values of curcumin at 72 h to HL-60 and QGY were 24.8 Mmol L and 49.5 Hmol L., respectively. The cell growth of
HL-60 was arrested at S and G, M stages (apoptosis peak: 8.65% ), and that of QGY was arrested at S stage (apopto-
sis peak: 10.84%). Curcumin could lead to fat degeneration in HL-60 cells and cell degeneration and necrosis of QGY
cells, resulting in apoptosis of QGY cells. Conclusion Curcumin has inhibitory effect on the growth of HL-60 cells
through its anti-pwliferation and on QGY cells through the induction of apoptosis of QGY cells.
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Tab1 Effects of different concentrations of curcumin on HL-60 cells
and QGY cells at different time by MTT method
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One-way ANOVA showed that the effects of different dose and different time
had significance (P<<0. 01)
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