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Effects of Apigenin on Proliferationof Human Hepatocellular Carcinoma Hepg2 Cells and Glucose Uptake
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[ Abstract ] Objective; To investigate the effect of apigenin on proliferationof human hepatocellular
carcinoma Hepg2 cells and glucose uptake. Method: Human hepatocellular carcinoma Hepg2 cells were used as
study objects and apigeninof different concentrations (0.625-10 wmol L") acted on the cells. The cells were
inoculated at 6 x 10°/mL in 96-well plate, 5 duplicate wells/group. After culture for 24, 48, 72 h, cell
proliferation was detected by MTT. Glucose uptake was detected by glucose test kit. The cells were inoculated at
10°/mL in 6-well plate, and after culture for 48 h, the changes in glucose transporter protein 1 ( GLUT1) was
detected by Western blot. Result; The proliferation of human hepatocellular carcinoma Hepg2 cells could be
inhibited by apigenin compared with the control group, and the inhibitory effect was in a time and concentration
dependent manner, with statistically significant difference ( P < 0.05, P < 0.01). Apigeninof different
concentrations could significantly reduce the intake of glucose by Hepg2 cells (P <0.05, P <0.01). Compared
with the control group, GLUTI1 expression was decreased with the increase of apigenin concentration (P <0. 05,
P <0.01). Conclusion: Apigenin of different concentrations could inhibit the proliferation of human hepatocellular
carcinoma Hepg2 cells and glucose uptake.
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F1 AEIREAFFEES Hepg2 HAIEHEMFIG (2 +5,n=3)
Table 1 Effect of different concentrations of apigenin on Hepg2 cell growth (x £s,n=3)
e i 24 h 48 h 72 h
21 51 .

/MmOI'L - Asqg kil ﬁ/% Aszo }ﬂ]fﬁﬂi/% Aszo il K/%
popi] - 1.989 +0. 085 - 1.974 £0.016 - 2.189 +0.077 -
¥ E 0. 625 1.802 +0.037" 9.77 1.782 +£0.021% 10. 16 1.938 £0. 059" 11.28

1.25 1.789 +0.023" 10. 41 1.738 +0.037% 12. 47 1.877 +0.045% 12.81
2.5 1.775 £0. 044" 11.14 1.699 +0. 106" 14.51 1.817 £0. 089% 15.74
5 1.767 +0. 044" 11.58 1.674 +0. 062" 15. 85 1.764 £0. 180" 18.33
10 1.589 0. 120" 20. 83 1.519 £0. 089" 24. 04 1.463 £0.061% 32.94
G X EL H#RY P <0.05,P P <0.01(F2~3).,
2 AREREREEEX Hepg2 HBEE M EEEMNEM(x+s,n=3)
Table 2 Effect of different concentrations of apigenin on Hepg2 cell glucose uptake (x +s,n=3)
e 5B 4 FE i /mmol - L~
415 .

/pmol - L 24 h 48 h 72 h
X} R - 3.046 +0.010 3.005 +0.013 3.150 £0.012
i 0. 625 2.301 £0.010" 2.171 0. 008" 1.675 +0.018"

1.25 2.296 +0. 006" 1.586 +0. 008" 1.486 +0.010"
2.5 1.778 £0.012" 1.252 £0.016" 1.025 £0.019"
5 1.448 £0.018" 1.012 0. 009% 0.653 +0.014%
10 0.866 0. 002" 0.501 +0.021% 0. 164 +0. 006>

0.05,P<0.01), 0.3 3,

SHE4l  0.625 1.25 25 5 10
Fe3%% /umol L™

- actin

B1 FRREFFZEMT Hepg2 i/ GLUTI ERHRIX

Fig.1 Effect of different concentrations of apigenin on GLUT1

expression on Hepg2 cell

£33 FRKERNXZIERT Hepg2 J5 GLUTI EEHAMREE
(x+s,n=3)
Table 3  Effect of different concentrations of apigenin on relative

density of GLUT1 expression on Hepg2 cell (x +s,n=3)

B W/ wmol - L GLUT1/B-actin

popiist - 1.221 £0.011

R 0. 625 1.201 £0.010
1.25 1.171 £0. 019
2.5 1. 050 +0. 027
5 0.501 £0. 100
10 0. 186 £0.010%
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