2852 FTHREF 201259 A% 41 5% 278

- R -
HER syt AFHEHAM SMMC-7721 #E p53 RIEM I

kalE L E AL ERES O RAELVELR . EEL
(FBEHAXFE—WBER.L. 24 #;2. AR A%, & T 530007)

O E:EHH RTHER D6 AN @ AL SMMC-7721 355 65 3 51 4F A B3 p53 Rk M Hh. HiE FhH R
R DG FFm, KRB MTT st & %kl 52 g0 ffy &£ K5, 4w DG F 4a #3878 69 49 5 48 B s RT-PCR #4&# DG #F p53 mRNA % &
K F- 4 % v 5 18 iE Western blot @ & DG 2t p53 B @ kX e ¥, &R DG(0.50,1.00,2.00,4.00.,8.00,16.00 mg/L) E & E
IR AP AR AT S 20 B0 5 & &, AE 8 48 h af IC, 1A A (4. 31+0. 21) mg/L; DG T 87 2 47 ) BF 9% 40 B 38 74, 7 & 4 4. 00.8. 00,
16. 00 mg/ LAt . 3 4 4] 5 2 5 A 44. 5204 .66. 780,91, 2400 A& . F . & A 40 DG(2. 0,4, 0,8. 0 mg/L) T 97 2 4% & A & 29 I,
p53 mRNA B A& & &K, F 2R BERBEIZE, Hi DG A& @i SMMC-7721 LA W R peF A= dp ) ¥ 7816 R . &
b TR ER p53 Rk A X

KB HER TG, E ek AW, pS3; Mg

doi:10. 3969/j. issn. 1671-8348. 2012. 27. 023 Xk tRIRAD : A XEHRS:1671-8348(2012)27-2852-02

Effect of diammonium glycyrrhizinate on proliferation in liver cancer cell SMMC-7721 and p53 expression”
Zhang Jian feng' ,Li Hao® ,Li Chaogian'® , Zhao Chunling' , Tang Huamin' ,Yan Ruogu®
(1. Department of Emergency ;2. Graduate College . First A f filiated Hospital ,Guangxi Medical University »
Nanning ,Guangzxi 530007 ,China)
Abstract: Objective To investigate the inhibiting effect of diammonium glycyrrhizinate(DG) on proliferation of liver cancer cell
SMMC-7721 in vitro and its effect on p53 expression. Methods Two groups were set up:the study group(DG intervention) and the
control group without DG. MTT assay was used to measure the cell growth and the inhibiting effect of DG on SMMC-7721 cells.
P53 mRNA was quantified by real-time fluorescence quantitative PCR, followed by Western blot for detecting p53 protein expres-
The survival rate of SMMC-7721 cell was decreased by DG(0. 50,1. 00,2. 00,4. 00,8.00,16. 00 mg/L) in a concen-

tration-dependent manner, and the ICs;, value for 48 h was (4. 314+ 0. 21) mg/L. The inhibition rate was respectively 44. 52%,

sion. Results

66.78% and 91.24% in 4.00,8.00,16. 00 mg/L treatment groups. The gene and protein expressions of p53 were obviously up-reg-

ulated after exposure to DG in 2. 00,4, 00,8. 00 mg/L treatment groups. Conclusion

DG inhibits the growth of liver cancer cell

SMMC-7721 obviously. And its mechanism may be related to up-regulate p53 expression.
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