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Effects of Curcumin in Inhibition of Growth of Hepatoma HepG2 Cells
and Expression of P21WAF1/CIP1
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ABSTRACT Objective: To study the anticancer activities of curcumin on human liver carcinoma cell line HepG2 and the effects of

express of P21WAA" Methods: Human liver carcinoma HepG2 cell line was cultured in vitro, proliferation inhibitory effect was tested by

MTT assay. The express of P21VAF/P! mRNA was determined by RT-PCR and the express of P21VAFP! protein was messured by im-

munohistochemistry. Result: The proliferation of HepG2 cells was inhibited by curcumin with dose and time-related effects, Curcumin

significantly improve the express of P21VAFPI mRNA and protein. Conclusion: Curcumin can inhibit The proliferation of Human liver

carcinoma HepG2 cell line and improve the expressION of P21 YA"/@ mRNA and protein.
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CDNA, Pp21®aman 5 CAGGGGACAGCAGAG-

GAAGA3, 5'GGGCGGCCAGGGTATGTACS!, HPAIS-1000
335bp 94°C5 94 C1 58C1 72°C 10
1 30 72°C5 B-actin: 5S'GAGAC- 0
CTTCAACACCCCAGCCA3 5 GGCGTACAGGTCTTG- 1 2
CGGATG3' 513 bp PCR Primer p 3 o o
remier 510 1.3
1.7% SPSS 12. 0 -
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100pwmol/1 RPMI1640 48
SP N DAB P<0.01
- PBS . HepG2 -
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Tab.l Proliferation inhibitory effect of curcumin on HepG2 cells
Group 24hA570 Inhibition ratio% 48hA570 Inhibition ratio %
Control 0.472% 0.012 0.478+ 0.021°¢
Curcumin.(pmol/I)

25 0.365+ 0.021° 18.98 0.35+ 0.022° 26.42

50 0.295% 0.019¢ 38.55 0.206% 0.021¢ 56.11

100 0.278% 0.005¢™ 43.36 0.148% 0.021° 69.38

cp<0.01 ;p<0.01 50,100 pmol/1 25pmol/l ;hp<0.01 100 pmol/l 50 pmol/l
;ip<0.01,48 24

Note: ¢p<0.01 Curcumin compared with the control

compared with100 wmol/l ip<0.01 48h group compared with 24h group

2.2 RT-PCR HepG2 P21WAFCPlm RNA
1 2
1 2 HepG2 25.50,100 pmol/l Cur-
cumin 24h p21/B-actin mRNA Ratio  control
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Fig.1 RT-PCR analysis of P21YA"/“P'm RNA expression in HepG2 cells
treated with Curcumin M:marker 1 control 2 25umol/l Curcumin
3 50pmol/l Curcumin 4 100pmol/I Curcumin

fp<0.01 Curcumin at 25 pmol/l compared with50,100 pwmol/l hp<0.01 Curcumin at 50 pmol/l

2 HepG2 P21 VAPl RNA
X+ s,n=3

Tab.2 P21“AF“Pim RNA expression in HepG2 cells treated with Curcumin

Group p21/B-actin mRNA Ratio
Control 031+ 0.18
25pmol/ICurcumin 0.62% 0.05#
50pmol/ICurcumin 0.81% 0.02#a
100pmol/ICurcumin 0.92+ 0.03#ab
P#<0.01, Pa <0.01 50,100 pmol/l
25pmol/l ; Pb<0.01 100 pmol/l 50 pmol/l

Note: P#<0.01 Curcumin compared with the control; Pa <0.01 Curcumin
at 25pumol/l compared with50,100 wmol/l Pb <0.01 Curcumin at
50pmol/l compared with100 pwmol/l
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2 HepG2 P21
10.15+
2.30 25.50,100 pmol/l HepG2 48

16.02+ 2.75.21.05 +
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Fig.2 Expression of P21 protein in HepG2 cells treated with Curcumin sp x 400
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